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A. STATUS OF PETITIONER

Edward M. Glasmann (hereinafter “Glasmann’) challenges his
Pierce County convictions for kidnapping, assault, attempted robbery, and
obstructing and the subsequently imposed 210 month sentence (Pierce
County Case No. 04-1-04983-2).

Mr. Glasmann is currently confined at the Washington State
Reformatory in Monroe, Washington. This petition, filed within one year
of the September 11, 2008 mandate from Glasmann’s direct appeal, is his
first collateral attack on his judgment of conviction.

B. FACTS

Procedural History

On October 24, 2004, Mr. Glasmann was charged by Information
with several crimes arising from an incident occurring two days earlier—on
October 22™, After numerous continuances and changes in counsel,
Glasmann eventually proceeded to jury trial in April-May 2006.
Glasmann’s jury convicted him of second-degree assault, first-degree
kidnapping, éttempted second-degree robbery, and obstructing. He was
subsequently sentenced to a total of 210 months in prison.

Mr. Glasmann appealed. His conviction was affirmed on appeal.
This Court’s decision was issued on January 23, 2008, Glasmann then
unsuccessfully sought review by the Supreme Court. The mandate was

issued on September 11, 2008.



Facts
This Court described the facts on direct appeal as follows:

Edward Michael Glasmann and Angel Benson were romantically
involved and engaged to be married. On the night of Ociober 22,
2005, Glasmann and Benson went to dinner in Tacoma and rented a
motel room in Lakewood to celebrate Glasmann's birthday. Both
Glasmann and Benson ingested methamphetamine, ecstasy, and
alcohol over the course of the evening. In addition, Glasmann and
Benson had been arguing throughout that day and evening.

Around midnight, their argument escalated. Glasmann hit Benson,
who curled up into the fetal position to protect herself from his
blows. Glasmann eventually told Benson that he wanted to go for a
ride. They both left the motel room.

Qutside the room, another hotel guest, Erika Rusk, witnessed
Glasmann (1)} pin Benson against the wall with one hand around her
neck and repeatedly punch her with his other hand; (2) release
Benson and kick her twice in the stomach; (3) drag her to the
passenger side of his Corvette and got into the driver's seat; (4) reach
over to the open passenger door and attempt to pull Benson into the
car by her hair; (5) pull forward from the parking stall while Benson
was not fully in the car; and (6) run over Benson's leg with his car.

Once in the car, Benson put the car into park, grabbed the keys, and
ran into a mini-mart adjacent to the motel. Inside the mini-mart, she
hid on the floor behind the counter. As Rusk watched, she was
calling 911 and reporting these events to dispatch.

Lakewood Police Officers Timothy Borchardt and David Butts
arrived to find Glasmann's Corvette parked in the roadway. As they
approached, they observed Glasmann exit his Corvette, run over to
the mini-mart, and climb into three separate cars, apparently hoping
to steal one and escape.

Their guns drawn, Officers Borchardt and Butts ordered Glasmann
to show his hands. Glasmann refused to comply, and told the officers
that he had a gun. When Glasmann pushed a man aside in order to
access the third car, Officer Butts approached the open driver's side
window and sprayed pepper spray into Glasmann's eyes. Glasmann
then exited the vehicle through the passenger door and ran into the



mini-market, pursued by a group of officers.

Glasmann continued to yell, “[Shoot me, [ have got a gun. Go ahead
and shoot me.” 4 Report of Proceedings (RP) at 116. As if it were a
weapon, he pointed a black object at the officers. Eventually,
Glasmann ran behind the counter, grabbed Benson, put his arm
around her neck in a choke hold, and pulled her body in front of his,
threatening to kill her. Glasmann then dropped to the floor, holding
Benson between him and the officers.

When Benson was able to “wiggle her way down from [Glasmann's]
body,” Officer Ryan Hamilton applied a stun gun to Glasmann. 4 RP
at 125-26. The officers then removed Benson. They took Glasmann
into custody, determined he was not armed, and realized he had
brandished a stereo remote control as a weapon.

Facts that either were not introduced or discovered at the time of
trial, relevant to this PRP, are both appended to this PRP and are discussed
in the pertinent claims of error below.

C. ARGUMENT

1. MR. GLASMANN WAS DENIED HIS SIXTH AMENDMENT RIGHT TO
EFFECTIVE ASSISTANCE OF COUNSEL WHEN COUNSEL FAILED TO
ELICIT TESTIMONY OF GLASMANN’S IMPAIRMENT AT THE TIME
OF THE CRIME—TESTIMONY THAT WOULD HAVE MERITED A
VOLUNTARY INTOXICATION INSTRUCTION.

On direct appeal in his statement of additional Grounds (SAG)
Glasmann contended his attorney rendered ineffective assistance of counsel
by failing to request an intoxication instruction. This Court rejected that
argument, concluding;:

....the record does not contain ample evidence that his level of

intoxication affected his ability or lack thereof to form the mental

state required to establish the crimes charged. At best, the evidence
merely showed that Glasmann had ingested unspecified amounts of



methamphetamine, ecstasy, and alcohol the night of the incident. As

such, Glasmann was not entitled to an involuntary intoxication

instruction.
(internal citation removed).

Glasmann now supplies sufficient “evidence that his level of
intoxication affected his ability or lack thereof to form the mental state
required to establish the crimes charged.” The evidence presented here was
available to defense counsel had counsel cither conducted a competent
investigation or elicited the testimony from Petitioner. Given that
Glasmann’s ingestion of mind altering substances was known to his jurors,
coupled with the defense focus on his state of mind, there was no tactical
reason to fail to present a case justifying a voluntary intoxication
instruction. In any event, Glasmann has certainly presented sufficient
evidence for this Court to remand this claim to the trial court for an
evidentiary hearing. RAP 16.11.

At trial, Glasmann testified he was “high” on methamphetamine and
ccstasy. 9 RP 367-69. However, trial counsel did not delve into this issue
deeper—likely due to his failure to sufficiently investigate, including
failing to sufficiently meet and speak with Glasmann before trial

Mr. Glasmann has a long, unfortunate history of drug and alcohol
abuse. Due to his excessive and chronic use of substances, Glasmann has

repeatedly suffered from blackouts. In addition, he suffers from extreme

emotional swings and paranoia, common side effects of substance



addiction. See Declaration of Glasmann.

During the month leading up to these events, GGlasmann was “using
between 7 and 14 grams of methamphetamine every day.” Id. Asa result,
Glasmann “went without sleep for many days,” became “extremely
paranoid and agitated,” had “episodes of broken reality and suicidal
thoughts and plans of suicide,” and would often “blackout.” Id. As of the
day of the crime, Glasmann had been “abusing methamphetamine every
day for over 2 months.” He used an astonishing “10 grams of
(m)ethamphetamine during the day” of the incidents, then added six to ten
drinks and ecstasy on top of that drug use. Id. However, that was not the
extent of Glasmann’s drug use. After arriving at a hotel with Ms. Benson,
Glasmann used “2.-3 grams” of mecthamphetamine, in addition to the
aforementioned ecstasy. Id. |

This evidence, if introduced, would have been sufficient to support a
voluntary intoxication instruction. However, there was more.

The effect of this massive ingestion of mind altering substances is
evident from cvidence both introduced at trial and available to defense
counsel, but not introduced for reasons unknown. See Declaration of
Glasmann (Defense counsel “told me he was going to introduce these facts
into trial and that it would be the primary defense,” but “did not discuss any
investigation work with me and I am not aware of any investigations

conducted.” “I was never presented with any information regarding how



the drugs and alcohol use affected my state of mind and we never discussed
it further after deciding that we would use it in the defense.”).

Perhaps most astonishing is the evidence that a police officer
responding to the scene at the convenience store “repeatedly stomped” on
Glasmann’s head “with his boot while I was being held down,” a fact that
Glasmann cannot recall. Glasmann’s lack of recall of that incident
certainly supports his diminished capacily due to intoxication for the
criminally charged events. See Appendix B.

Ms. Benson, the victim, likewise could have provided additional
support. In her subsequent civil deposition, she noted a “Jekyll and Hyde”
transformation that came with Glasmann’s use of methamphetamine, along
with at least one incident of prior blackout behavior. See Appendix C.

It would have been easy to support this testimony with an expert
opinion about the effects of this constellation of substances, especially the
methamphetamine, See Appendix E — G. Methamphetamine increases the
release and blocks the reuptake of the brain chemical (or neurotransmitter)
dopamine, leading to high levels of the chemical in the brain, a common
mechanism of action for most drugs of abuse. Dopamine is involved in
reward, motivation, the experience of pleasure, and motor function.
Methamphetamine’s ability to rapidly release dopamine in reward regions
of the brain produces the intense euphoria, or “rush,” that many users feel

after snorting, smoking, or injecting the drug. Appendix E.



Methamphetamine enters the brain quickly and lingers longer than other
similar drugs of abuse. Appendix F.

Most importantly, methamphetamine is highly correlated with
“severe neurologic and psychiatric adverse events, including the
development of psychotic states.” Appendix G.

There certainly was ample evidence suggesting that Glasmann was
psychotic at the time of the crime. He was largely impervious to pepper
spray and a taser. However, without the necessary context and supporting
evidence, these facts alone were insufficient for a voluntary intoxication
instruction, if one had been requested. However, adding the new evidence,
available if only a minimally competent investigation had been undertaken,
the evidence is clearly sufficient—not only for an instruction, but which
raises a reasonable likelihood of a different outcome on at least one of the
counts of conviction.

In short, evidence was available that would have supported a viable
defense of voluntary intoxication. As this Court laid out on direct appeal, a
criminal defendant is entitled to a voluntary intoxication instruction if: (1)
one of the elements of the crime charged is a particular mental state; (2)
there is substantial evidence of ingesting an intoxicant; and (3) the
defendant presents evidence that this activity affected his ability to acquire
the required mental state. State v. Harris, 122 Wn.App. 547, 552, 90 P.3d

1133 (2004). In other words, the evidence must reasonably and logically



connect Glasmann's intoxication with his asserted inability to form the
requisite level of culpability to commit second degree assault. See State v.
Griffin, 100 Wn.2d 417, 418-19, 670 P.2d 265 (1983); State v. Kruger, 116
Wn.App. 685, 692, 67 P.3d 1147 (2003) (stating that mere intoxication is
not enough; rather, the evidence must show the effects of the intoxicant).

Although an expert opinion would have been most helpful (as is
discussed in the next section), if counsel had conducted even an expert-less
investigation and presented the available evidence, he could have obtained
an instruction. But “[i]f the issue involves a matter of common knowledge
about which inexperienced persons are capable of forming a correct
judgment, there is no need for expert opinion.” State v. Smissaert, 41
Wash.App. 813, 815, 706 P.2d 647 (1985). And “[c]ertainly the effects of
alcohol upon people are commonly known and all persons can be presumed
to draw reasonable inferences therefrom.” Id. So where the court gives a
voluntary intoxication instruction, the defendant can argue diminished
capacity without an expert. Id

Effective assistance of counsel is guaranteed by the Sixth
Amendment o the United States Constitution. Strickland v. Washington,
466 U.S. 668 (1984). To establish that trial counsel’s representation was
constitutionally inadequate, Glasmann must show that counsel’s
performance was deficient—i.e., that it fell below an objective standard of

reasonableness—and that the deficient performance was prejudicial.



Strickland, 466 U.S, at 687-88. The proper measure of attorney
performance is reasonableness under prevailing professional norms. Id. at
688. In order to demonstrate prejudice arising from counsel’s deficient
performance, Glasmann must show that there is a reasonable probability
that, but for counsel’s errors, the result of the proceeding would have been
different. Strickland, ‘466 U.S. at 694,

A reasonable probability is a probability sufficient to undermine
confidence in the outcome. Id. The "reasonable probability” standard is
not stringent, and requires a showing by less than a preponderance of the
evidence that the outcome of the proceeding would have been different had
the claimant's rights not been violated. See, e.g., Pirtle v. Morgan, 313
F.3d 1160, 1172 (9th Cir. 2002), cert. denied, 539 U.S. 916 (2003), quoting

Strickland, 466 U.S. at 694

A “reasonable probability” is less than a preponderance: “the result
of a proceeding can be rendered unreliable, and hence the
proceeding itself unfair, even if the errors of counsel cannot be
shown by a preponderance of the evidence to have determined the
outcome.”

In recent years, trial counsel’s duty to thoroughly investigate, prior
to making reasonable trial tactic calculations, has been clearly defined. See,
e.g., Rompilla v. Beard, 545 U.S. 374 (2005); Wiggins v. Smith, 539 U.S.

510 (2003); Williams v. Tayvior, 529 U.S. 362, 395-96 (2000). These three



cases applied the Strickland rule—that counsel must conduct a competent
investigation before making tactical choices.

In this case, defense counsel was aware of Glasmann’s intoxication
prior to trial. In fact, he suggested to (Glasmann that intoxication would be
the focus of the defense., However, trial counsel failed to further investigate
and, as a result, failed to present Glasmann’s available evidence. In fact,
trial counsel failed to request an instruction supporting what he told
Glasmann was the chosen defense.

As a result, Glasmann’s jury was left with evidence of illegal drug
use, but no vehicle to apply it to diminish Glasmann’s legal responsibility.
In other words, trial counsel drew out all of the prejudicial nature of drug
use, but sought none of the potential legal benefit. Washington courts have
acknowledged that evidence of drug use—standing alone—is highly
prejudicial. “in view of society’s deep concern today with drug usage and
its consequent condemnation by many if not most, evidence of drug
addiction is highly prejudicial in the minds of the average juror.” State v.
Renneberg, 83 Wn. App. 735, 737, 522 P.2d 835 (1974). Thus, aside form
laying the ground-work for a voluntary intoxication defense, the voluntary
introduction of drug use cannot be pinned to any legitimate strategic
consideration, Without any testimony to explain the impact of the drug use
on his state of mind, accompanied by an instruction allowing a jury to give

effect to that condition, trial counsel left Glasmann’s jury with the solid
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impression that he was simply a “law breaking drug user.” See State v.
Powell, 139 Wn. App. 808, 162 P.3d 1180 (2007).

Aided by an evidentiary hearing (and the right to expert assistance
that accompanies it pursuant to RAP 16.12), Glasmann will be able to
thoroughly establish that his level of intoxication and its effect on his state
of mind would have supported a voluntary intoxication instruction—
evidence that must undermine confidence in the verdicts.

Thus, if the State contests Glasmann’s evidence in this claim, this
Court should remand for an evidentiary hearing. RAP 16.11. Otherwise,
this Court should grant Glasmann’s petition and remand for a new trial.

2. MR. GLASMANN WAS DEPRIVED OF HIS SIXTH AMENDMENT

RIGHT TO EFFECTIVE ASSISTANCE OF COUNSEL WHEN COUNSEL
FAILED TO INVESTIGATE AND CALL AN EXPERT WITNESS WHO
COULD HAVE GIVEN TESTIMONY CONNECTING GLASMANN’S
EXTREME INTOXICATION WITH HIS CORRESPONDING ABILITY, OR
LACK OF ABILITY, TO FORM THE CRIMINAL INTENT REQUIRED
FOR CONVICTION.

Although some of the details were disputed, Mr. Glasmann did not
dispute the essential characterization of the facts that lead to his arrest and
eventual convictions. The dispute was over the degree of crimes
committed. Counsel sought and Glasmann’s jury was instructed on lesser
included offenses. In fact, counsel affirmatively argued that the jury find
Glasmann guilty of the lesser offenses. In short, Glasmann’s state of mind

at the time of the crime was critical to the defense theory—in fact, it was

the only issue.

il



The charge that carried the greatest penalty, kidnapping in the first
degree is a specific intent crime. Defense counsel asked jurors to find
Glasmann guilty of the lesser crime of unlawful imprisonment. 8 RP 494,

Given this backdrop, counsel’s failure is astonishing. Nothing could
have been more critical to the case than for the jury to have been presented
with information about the affect of Glasmann’s drug ingestion on his state
of mind at the time of the crime.

There was ample evidence available to counsel to establish
Glasmann’s high level of intoxication, appoint discussed in the previous
claim of error. Counsel elicited testimony from Glasmann that he was “out
of my head” on drugs. 6 RP 379. Glasmann was impervious to the pepper
spray. He was acting erratically. He spoke nonsense.

Ms. Benson testified that Glasmann ingested methamphetamine.
She stated that his driving was so impaired she was afraid of a wreck. She
described him as suffering from “raod rage.” 3 RP 87-88. She told a
defense investigator that Glasmann was “weird that night and not himself.”
3 RP 147.

Counsel even began closing argument with references to the drug
use. However, inexplicably, counsel failed to conduct a competent
investigation and failed to call an expert witness to testify about
Glasmann’s impaired state of mind.

As indicated carlier, there is no shortage of documentation available

12



to establish the drastic effect of methamphetamine on the brain. The drug,
even in low to moderate amounts, causes anxiety, confusion, and mood
disturbances and can lead to violent behavior. With chronic use and/or the
consumption of larger doses, methamphetamine causes psychotic features,
including paranoia, visual and auditory hallucinations. See Appendix E, F,
G.

All of these disturbing consequences were on display on the night of
these crimes. As a result, it was deficient for trial counsel not to consult
with an expert. Indeed, that expert would not necessarily need to assess
Mr. Glasmann. It would have been sufficient, although not preferable, to
discuss the impact of the amount of drugs ingested on the human central
nervous system.

Counsel must, at a minimum, conduct a reasonable investigation
enabling him to make an informed decision about how best to represent his
client, In re Pers. Restraint of Brett, 142 Wn.2d 868, 873, 16 P.3d 601
(2001); Seidel v. Merkel, 146 F.3d 750, 755 (9™ Cir. 1998).

If investigated, the evidence would have been admissible.
Kidnapping is a specific intent crime. Thus, evidence of an inability to
form the requisite intent is admissible. State v. Martin, 14 Wn. App. 74,
538 P.2d 873 (1975). Intoxication is an accepted basis for arguing lack of
ability to form the requisite intent. RCW 9A.16.090. The right to present

evidence includes the right to expert testimony.
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A case particularly on point is Miller v. Terhune, 510 T. Supp.2d 486
(E.D. Cal. 2007). The central issue before the court in that case was
whether petitioner's trial counsel rendered ineffective assistance when they
failed to investigate and present evidence as to how petitioner's level of

intoxication likely affected his perceptions, intentions and actions on the

night of the shooting.
After finding that counsel failed to conduct a minimally competent

investigation (counsel did consult with mental health professionals, unlike

this case), the Court held:

In sum, the record reflects that counsel failed to investigate the
effects of intoxication on petitioner. Accordingly, counsel was in no
position to make a reasoned or strategic decision regarding the use of
intoxication evidence. It is well settled that under Strickiand,
“attorneys have considerable latitude to make strategic decisions
about what investigations to conduct once they have gathered
sufficient evidence upon which to base their tactical choices.”
Jennings v. Woodford, 290 ¥.3d 1006, 1014 (9th Cir.2002). In the
instant case, there is simply no indication that defense counsel
gathered any evidence upon which to base their decision to not
investigate or present evidence of intoxication. See Williams, 529
U.S. at 369, 120 S.Ct. 1495(counsel must conduct a “thorough
investigation” before decision can be considered strategic under
Strickland); Sanders, 21 F.3d at 1457 (citing United States v. Gray,
878 F.2d 702, 711 (3rd Cir.1989)) (finding that “... [c]ounsel can
hardly be said to have made strategic choice when he has not
obtained the facts on which a decision could be made.”).

The ABA Standards for Criminal Justice provide guidance as to the
obligations of criminal defense attorneys in conducting an
investigation. Rompilla v. Beard, 545 U.S. 374, 125 S.Ct. 2456, 162
L.Ed.2d 360 (2005); Williams, 529 U.S. at 396, 120 S.Ct. 1495, The
standards in effect at the time of petitioner's trial clearly described
the defense lawyer's duty to investigate:

14



(a) Defense counsel should conduct a prompt investigation of the
circumstances of the case and explore all avenues leading to facts
relevant to the merits of the case and the penalty in the event of
conviction. The investigation should include efforts to secure
information in the possession of the prosecution and law
enforcement authorities. The duty to investigate exists regardless of
the accused's admissions or statements to defense counsel of facts
constituting guilt or the accused's stated desire to plead guilty.

ABA Standards for Criminal Justice, Defense Functions, Standard 4-
4.1 3d Ed.).

When trial counsel is on notice that his client may have a particular
mental impairment relevant to the case, the Ninth Circuit has
repeatedly held that failure to investigate the mental state constitutes
deficient performance under Strickland. See, e.g., Douglas v.
Woodford, 316 F.3d 1079, 1085 (9th Cir.2003) (citing Bean v.
Calderon, 163 F.3d 1073, 1078 (9th Cir.1998) (holding that “[t]rial
counsel has a duty to investigate a defendant's mental state if there is
evidence to suggest that the defendant is impaired.”); see also Caro
v. Woodford, 280 F.3d 1247, 1254 (9th Cir.2002); Hendricks v.
Calderon, 70 F.3d 1032, 1043 (9th Cir.1995)). In such
circumstances, counsel must undertake at least “a minimal
investigation in order to make an informed decision regarding the
possibility of a defense based on mental health,” Seidel v. Merkle,
146 F.3d 750, 756 (9th Cir.1998).

Id. at 499,

In Jennings, one of the cites cases, the 9™ Circuit concluded that

defense counsel was ineffective when counsel failed to investigate Jennings

use of methamphetamine and alcohol on the night of the crime, despite the

fact that Jennings was insistent on an alibi defense. The Court concluded

that the decision to pursue the alibi defense was uniformed and therefore

unreasonable. 7d. at 1014,

Had defense counsel in this case simply looked to the relevant
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caselaw, he would have discovered State v. Kruger, supra, a case with
remarkably similar facts. Jd. at 692. (“The record reflects substantial
evidence of Mr. Kruger's drinking and level of intoxication. And there is
ample evidence of his level of intoxication on both his mind and body, e.g.,
his “blackout,” vomiting at the station, slurred speech, and impetviousness
to pepper spray. He was entitled to the instruction.”).

Had counsel conducted a simple search of the caselaw for
“methamphetamine” and “mental state,” he would have found a plethora of
cases discussing, with approval, the use of an expert to opine about the
interaction of drugs on the brain. See e.g., State v. Ferrick, 81 Wn.2d 942,
944, 506 P.2d 860 (1973); State v. Coates, 107 Wn.2d 882, 735 P.2d 64
(1987); State v. Griffin, 100 Wn.2d 417, 419, 670 P.2d 265 (1983); State v.
Hansen, 46 Wn. App. 292, 730 P.2d 706 (1987); State v. Thomas, 109
Wn.2d 222, 743 P.2d 816 (1987); State v. Cienfitegos, 144 Wn.2d 222, 25
P.3d 1011 (2001).

Thus, Glasmann has presented at least a prima facie claim of error.
As before, he is entitled to an evidentiary hearing or reversal, if the State
does not dispute these facts with their own competent evidence.

3. MR. GLASMANN WAS DENIED HIS SIXTH AMENDMENT RIGHT

TO EFFECTIVE ASSISTANCE OF COUNSEL WHEN COUNSEL
INEXPLICABLY OPENED THE DOOR TO THE ENTIRETY OF

GLASMANN’S CRIMINAL HISTORY.

Prior to trial, the court granted an in [limine motion limiting the

i6



impeachment of Glasmann to a conviction for unlawful issuance of a bank
check and a second-degree robbery. 1 RP 5-6.

When Glasmann was on the stand, counsel asked him if he had ‘cever
been convicted of a crime before” to which Glasmann responded by
admitting to the convictions earlier allowed by the court. 6 RP 387-88.

In response, the State argued and the court agreed the door had been
opened by the phrasing of counsel’s question. Thus, the State was able to
elicit numerous other crimes—making Glasmann out to be both a career
criminal and a liar.

This is a very straightforward case of attorney incompetence. It was
obviously not tactical—counsel argued that he did not open the door. Thus,
the deficient performance prong is easily satisfied.

Prejudice, which is defined as undermining confidence in the
verdict, is also established. Washington caselaw is clear that “prior
conviction evidence is inherently prejudicial when the defendant is the
witnesses because it tends to shift the jury focus form the merits of the
charge to the defendant’s general propensity for criminality,” State v.
Jones, 101 Wn.2d 113, 120, 677 P.2d 131 (1984), overruled on other
grounds State v. Brown, 111 Wn.2d 124, 761 P.2d 588 (1988).

However, this Court must add to the “inherent” prejudice, the State’s
exploitation of this error. During closing argument, discussed more fully in

the next section, the State repeatedly and unfairly) attacked Glasmann’s
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honesty. Thus, this serious misstep by counsel inflicted a great blow on the
jury’s assessment of Glasmann. If he was willing to lie by minimizing his
criminal history, he was also likely not honest in describing his own
involvement in the events at issue. In the end, counsel’s blunder injured
Glasmann’s credibility more than any cross-examination could.

Glasmann has established his claim of ineffective assistance of

counsel. He is entitled to a new trial,

4. MR. GLASMANN WAS DEPRIVED OF DUE PROCESS AND THE
RIGHT TO A FAIR TRIAL WHEN THE PROSECUTOR USE HIGHLY
INFLAMMATORY ILLUSTRATIONS AND INJECTED PERSONAL
OPINIONS DURING CLOSING ARGUMENT

During closing argument, the prosecutor presented a PowerPoint

slide show to the jury. Those slides are attached. See Appendix H,
obtained through a public disclosure request). The slides, which speak for
themselves, show photos of Glasmann’s bruised “mug shot” face (as a
result of being stomped by a police officer’s boot), accompanied by the
headings: “Do You Believe Him;” “Why Should You Believe Anything
He Says About the Assault?;” and the word “GUILTY™ superimposed on
his face.

Not only are the booking photos unfair, the prosecutor repeated

expressed his personal opinion about the credibility of witnesses—a

decision that must be left in the exclusive hands and minds of jurors.

In order to establish prosecutorial misconduct, a defendant must
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prove that the prosecutor's conduct was improper and that it prejudiced his
right to a fair trial. State v. Carver, 122 Wash.App. 300, 306, 93 P.3d 947
(2004) (citing State v. Dhaliwal, 150 Wash.2d 559, 578, 79 P.3d 432
(2003)). A defendant can establish prejudice only if there is a substantial
likelihood that the misconduct affected the jury's verdict. Carver, 122
Wash.App. at 306, 93 P.3d 947 (quoting Dhaliwal, 150 Wash.2d at 578, 79
P.3d 432). Courts review a prosecutor's comments during closing argument
in the context of the total argument, the issues in the case, the evidence
addressed in the Vargument, and the jury instructions. Carver, 122
Wash.App. at 306, 93 P.3d 947 (citing Dhaliwal, 150 Wash.2d at 578, 79
P.3d 432). If defense counsel fails to object to the prosecutor's statements,
then reversal is required only if the misconduct was sé flagrant and ill-
intentioned that no instruction could have cured the resulting prejudice.
State v. Belgarde, 110 Wash.2d 504, 508, 755 P.2d 174 (1988).

It is improper for a prosecutor to personally vouch for a witness's
credibility. See State v. Brett, 126 Wash.2d 136, 175, 892 P.2d 29 (1995),
cert. denied, 516 U.S. 1121, 116 S.Ct. 931, 133 L.Ed.2d 858 (1996).
Prosecutors may, however, argue an inference from the evidence and this
court will not find prejudicial error “unless it is ‘clear and unmistakable’
that counsel is expressing a personal opinion.” Breff, 126 Wash.2d at 175,
892 P.2d 29 (quoting State v. Sargent, 40 Wash.App. 340, 344, 698 P.2d

598 (1985)).
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This Court views the “prejudicial or inflammatory effect” of the
improper remarks “in context with the earlier evidence and the
circumstances of the trial in which they were made.” State v. Green, 71
Wn.2d 372, 381, 428 P.2d 540 (1967).

In this case, read in context, and especially considering the visual
display accompanying the prosecutor’s words, the argument was both
inflammatory and unfair. Although Petitioner could make nuanced
arguments about the impropriety of the argument, the picture of a bruised
face of Glasmann accompanied by the superimposed word “GUILTY™
says it all. This Court should condemn such unfair argument.

5. MR. GLASMANN IS ENTITLED TO A NEW TRIAL BASED ON THE

CUMULATIVE PREJUDICE FROM MULTIPLE ERRORS,

ESPECIALLY THE MULTIPLE FAILURES OF DEFENSE COUNSEL.

Where the cumulative effect of multiple errors so infected the
proceedings with unfairness a resulting conviction or death sentence is
invalid. See Kyles v. Whitley, 514 U.S. 419, 434-35, 115 8. Ct. 1555, 131
L. Ed.2d 490 (1995). As the Ninth Circuit pointed out in Thomas v.
Hubbard, 273 F.3d 1164 (9th Cir.2001), “[i]n analyzing prejudice in a case
in which it is questionable whether any single trial error examined in
isolation is sufficiently prejudicial to warrant reversal, this court has
recognized the importance of considering the cumulative effect of multiple
errors and not simply conducting a balkanized, issue-by-issue harmless

error review.” Id. at 1178 (internal quotations omitted) (citing United States
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v. Frederick, 78 F.3d 1370, 1381 (9th Cir.1996)); see also Matlock v. Rose,
731 F.2d 1236, 1244 (6th Cir.1984) (“Errors that might not be so
prejudicial as to amount to a deprivation of due process when considered
alone, may cumulatively produce a trial setting that is fundamentally
unfair.”).

Glasmann assetts that cach of the errors described previously merits
relief. However, considered cumulatively, they certainly resulted in
sufficient prejudice to merit a new trial. Trial counsel’s errors, measured
cumulatively, were devastating to Glasmann. Counsel failed to investigate
and present compelling evidence of the extent of Glasmann’s intoxication,
failed to obtain an instruction, opened the door to devastating evidence
(making his client into a perjurer in the meantime), and failed to object and
put an end to prosecutorial misconduct.

Glasmann is entitled to a new trial.
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D. CONCLUSION AND PRAYER FOR RELIEF

Based on the above, this Court should either remand this case to
Pierce County Superior Court for an evidentiary hearing or a new trial.
DATED this 21% day of August, 2009,

Respectfully Submitted;

4 b

Attoiney jfo Mr. Glasmann

Law Offices of Ellis, Holmes
& Witchley, PLLC

705 Second Ave., Ste. 401
Seattle, WA 98104

(206) 262-0300 (ph)

(206) 262-0335 (fax)
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WHY SHOULD YOQU BELIEVE
ANYTHING HE SAYS ABOUT THE
ASSAULT?

ASSAULT 1° ATTEMPTED ROBBERY 1°
EVIDENCE INTENT TO COMMIT ROBBERY 1
COMMON SENSE . +
LAW SUBSTANTIAL STEP
KIDNAPPING 1° ATTEMPTED ROBBERY 2°
Intentionally abducted Angel Benson
+ : INTENT TO COMMIT ROBBERY 2
With intent to use as shield or hostage "
SUBSTANTIAL STEP
GUILTY GUILTY
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DECLARATION OF

EDWARD MICHAEL GLASMANN

1, Edward Michael Glasmann, declare the following:n

L.

2,

10.

11.

12.

I started using Methamphetamine’s in September of 1993.

T was clean for a period of time beginning in June of 2002

. I started to use drugs again in January of 2004,
. By July of 2004 1 was addicted to methamphetamine and using every day.

. From July 2004 to October 2004, I lost approximately 40 pounds.

During the month of October 2004, I was using between 7 and 14 grams of
methamphetamines every day.

I commonly went without sleep for many days on end.

. When using methamphetamines 1 was extremely paranoid and agitated.

I also had episodes of broken reality and suicidal thoughts and plans of suicide
during my drug use.

After heavy methamphetamine usé T would often blackout and lose time.

During the week prior to October 22™, 2004, T was in two separate automobile
accidents resulting from these blackouts.

On October 22™, 2004 I had been abﬁsing methamphetamine every dasr for over 2

months and had not had a full night’s sleep in weeks.



13. October 22° 2004 was my 40™ birthday and I was using drugs all day long. [
had taken approximately 10 grams of Methamphetamine during the day prior to
going to the cagino at 8:00 pm.

14, I started drinking when I reached the cagino. I had approximately six (6) to ten
(10) drinks prior to leaving for the motel.

15. Around midnight Angel Benson and\I rented a room at the Budget Inn Motel on
South Tacoma Way.

16. When we went into the room we began using Methamphetamine and Ecstasy. I
smoked and ingested approximately 2-3 grams of Methamphetamine and 1 tablet
of Ecstasy.

17. Approximately 45 minutes later our argument escalated into a physical altercation
and the events that T testified to at trial.

18. After my arrest I was assigned Raymond Thoenig as counsel.

19. Mr. Thoenig and I talked about a dimini'shed capacity defense based upon my
extreme ihtoxication. '

20. Mr. Thoenig contacted a Psychologist, Brett Trowbridge, who spent one (1) hour |
with me in a consultation.

21. On May 17™, 2005 I was appointed John Cain as my counsel.

22. John Cain and L talked about a defense of diminished capacity and the drug use
and blackout episodes.

23. Mr. Cain suffered from an aneurism and could not continue as my attorney.

24. On October 4%, 2005 was appointed Robert M. Quillian as my counsel.



DECLARATION OF

EDWARD MICHAEL GLASMANN

I, Edward Michael Glasmann, declare the following:

1.

2.

10.

11

12.

13.

I started using methamphetamine in September of 1993.

I was clean for a period of time beginning in June of 2002

I started to use drugs again in January of 2004.

By July of 2004 1 was addicted to methamphetamine and using every day,
From July 2004 to October 2004, I lost approximately 40 pounds.

During the month of October 2004, 1 was using between 7 and 14 grams of
methamphetamine every day.

[ commonly went without sleep for many days on end.

When using methamphetamine, 1 was extremely paranoid and agitated.

I also had episodes of broken reality and suicidal thoughts and plans of suicide
during my drug use.

After heavy methamphetamine use I would often blackout and lose time.

. During the week prior to October 22, 2004, I was in two separate automobile

accidents resulting from these blackouts.

On October 22, 2004, T had been abusing methamphetamine every day for over 2
months and had not had a full night’s sleep in weeks,

October 22, 2004, was my 40" birthday and I was using drugs all day long. I had

taken approximately 10 grams of methamphetamine during the day prior to going

to the casino at 8:00 pm.



14.

15.

16.

17.

18.

19.

20.

21.

22,

23.

24.

I started drinking when I reached the casino. I had approximately six (6) to ten
(10) drinks prior to leaving for the motel.

Around midnight Angel Benson and I rented a room at the Budget Inn Motel on
South Tacoma Way.

When we went into the room we began using methamphetamine and ecstasy. 1
smoked and ingested approximately 2-3 grams of methamphetamine and 1 tablet
of ecstasy. As aresult of the drugs and my lack of sleep, [ was out of my mind,
unable to think straight, and out of control,

Approximately 45 minutes later our argument escalated into a physical altercation
and the events that | testified to at trial.

After my arrest | was assigned Raymond Thoenig as counsel.

Mr. Thoenig and I talked about a diminished capacity defense based upon my
extreme intoxication,

Mr. Thoenig contacted a psychologist, Brett Trowbridge, who spent one (1) hour
with me in a consultation.

On May 17", 2005 I was appointed John Cain as my counsel.

John Cain and I talked about a defense of diminished capacity and the drug use
and blackout episodes.

Mr. Cain suffered from an aneurism and could not continue as my attorney.

On October 4™, 2005 was appointed Robert M. Quillian as my counsel.



25.

26.

27.

28.

29.

30.

Mr. Quillian was my defense counsel at trial.

During my meetings with Mr. Quillian we discussed the fact that at the time of
the crimes I was using extremely large amounts of Methamphetamine, and
alcohol and that T had taken some Ecstasy. [e told me he was going to introduce
these facts into the trial and that it would be the primary defense.

Mor. Quillian asked for a continuance on February 2272006, to do investigation
work and for trial preparation. Mr, Quillian did not dicuss any investigation work
with me and 1 am not aware of any investigations conducted.

I was never presented with any information regarding how the drugs and alcohol
use affected my state of mind and we never discussed it further after deciding that
we would use it in the defense.

Despite repeated attempts to reach him, Mr, Quillian and I had very limited
contact prior to the trial,

During the pre-trial preparation investigator Becky Durkee came to see me and
provided me with a Supplemental Report written by Pierce County Sherriff’s
Deputy Meyer describing the fact that Officer Henson repeatedly stomped on my
head with his boot while I was being held down. 1 had no recollection of that
event,

I declare under penalty of perjury pursuant to the laws of the State of Washington

that the foregoing is true and correct to the best of my knowledge.



I declare under penalty of perjury pursuant to the laws of the State of Washington

‘that the foregoing is true and correct to the best of my knowledge.

"4i§“g — /2 2009

Edward Michael Glasmann  Dated August 12® 2009
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-akewood Police Departm~~ - incident No. 042970053.7  * _  _~ Pageiofd

L
? SuPplementaI Report : ﬁwagaﬂﬁﬁ [Upe
I Quick Print )

PDA: Homeland Security: Subject:  Aggravated Assault; Strong Arm Robbery; Felony o5
' ' . Warrant; Unlawful Imprisonment D2
o |
N
o7
[BR Disposition!  Arrest Case Management o |
: ‘ Disposition: e W
Forensics: ‘ Reporting By/Date: ~ 03-037 - Meyer, Joshua 10/23/2004 ()
. S2x00AM
Case Report Status:  Approved Reviewed By/Date:  83-021 - Pebley, William 10/23/2004 ]
8227 PM L :
Related Cases:
Case Report Number Agency
Non- E!ecuomc AttaChments O U VP
AttachmentType . AdditionalDistribution | ... . . Cout
[ Location Address. 10008 S Tacoma Wy " Locatlon Name: _AM PM Mini Market |
City, State, Zip:  Lakewood, WA 98444 " “Cross Strest: © e !
Contact Location: T TS T Cty, State, zipr “ |
CB/Grid/RD: 238 - LAKEWOOD ~ ~ ~  ~ DistictSector L D03 - Lakewood (Southgate) :
Oceurrad From:  40/23/2004 12:46:00 AM Occurred To:
Saturday
Notes: - e
QOffense Details: 1205 - Robbery - Street - Weapon
i Domestic Violence:  No Child Abuse: Gang Related: Juvenile:
Completed:  Attempted ' Crime Against; PR o Hate!Blas.:u ‘None (No Bias)
Criminal Activity: ' 7 o Using
Location Type:  Convenience Store (7- Type of Security: Tools:
11) ‘
Total No. of Units . | Evidence Collacted:
Entered: '
Entry Method:
Notes:
Qffense Details: 1305 - Assault - Aggravated - NonFamily - Weapon
" Bomestic Violence:  Yes Child Abuse: Gang Related: T Javenile: .
% Completed: Completed ‘ Crime Against.  PE _ - Hate/Bias:  None (No Bias)
! Criminal Activity: o . ~ Using:
Location Type:  Parking L.ot " Type of Security: : Tools:
! Total No. of Units Evidence Collected:
i Entered:
Call Source:  Field _ Assisted By:  03-028 - Sutherland, David
Phone Report; S Notified:
insurance Letter: ' R ' Entered By: 03-023 sutherland David
Entered On:  10/23/2004 5:23:27 AM _ o AQPF’C_"\{?@BY{ 201034 Hemlon Ken
Approved On;  10/24/2004 1:45:32 AM Exceptional Clearance:
Adult/ Juvenile Clearance: Exceptional Clearance Date:
Additional Distribution: Other Distrloution: .
Validation Distribution Date: /6%24[ By ~J7hn County Pros, Atty. Juvenila Other CPS  Supervisor:
Processing indexed Date: City Pros. Atty. Mifitary DSHS PreTrial '
For Law Enforcement Use Only - No Secondary Dissemination Allowed : . 004 - 1:45 AM
Records has the authority to ensure correct agency, CB/Grid/RD, and District/Sector are Printed: October .24’ 2 , 3
i Printed By: Hemion, Kerl
incorporated in the report. 7 LI

; 2 I
e
1 o



. Lakewood Police Departme ="

incident No. "42970053.3 Page 2of 4 1
i Supplemental Report - !
! Entry Method:
: Notes: g
Offense De 007 - Ki Hostage For Escape
¢ Domestic Viclence: Yesg Child Abuse: Gang Related: Juvenile: i
Completed: Completed 7 CGrime Against” PE " Hate/Bias!  None {Nii' éiaé) -
Criminal Activity: ‘ . CUsings 0 7T T
Location Type: Convenience Store(?- T Type of Security: - T Toolst T T
! 1) ' ‘
TotalNo. ofUnits ~ = 7 77 " Evidence Coliscted; ~ o -
’ Entaraed
Entry Method:
‘Notes: . ﬁ
Qffense Details: 4802 - Obstruct Criminai investigation/Material Witness
Domestic Violence: No Child Abuse: Gang Related: - Juvenile: : . !
Completed: C'o'ﬁ;iﬁlé'téd' T T T TCrime Against T T Hate!BlasNone(No 'Biés') T
Criminal Activity: ' C ' Using: o |
Location Type: Streethighi of Way R Type of Security; C T Toolst T ‘ !l
Total No. of Units - 777 7T TEvidence Collected: oo e
Entered:
Entry Method: E
Notes: B §
Offense Details: 2203 - Burglary - Forced Entry - Non Residence
| Domestic Viclence: No Child Abuse: © Gang Related: Juvenile: !
Completed: C'o‘mpieteg'l‘ T - Crime Against: PR~ - Hate/Bias. - None (Nb"B'ias)‘ ‘
I Criminal Activity: ’ T ' Usingg : g
; Location Type:  Convenience Store (7- - Type of Security:  None Tools: . Other None i
i 1) 5
| Total No. of Units Evidence Collected:”
I Entered: 7 :
i EntryMetnod: _Other Unique } :
% Notes: . ‘ :
Offense Details: 8910 - Criminal Arrest Warrant
‘ Domestic Violence:  No © Child Ahuse: Gang Related: ¢ Juvenile: : ’
| Completed: Compieted S Crime Against: ~ 7 7 " THaterBias: 'the"'(ﬂdfaiéﬂ 1
" Criminal Activity: ' ' Using: o ‘ |
i Location Type:  Convenience Store (7- Type of Security: " Tools: ‘
; 11)
Total No. of Units ‘Evidence Collected: ;
Entered:
Entry Methed:
. Notes:

Weapon 1: Motor Vehicle

! Offense: 1305 - Assault - Aggravated - Serlal No:

| _ NonFamily - Weapon o
Offender; OAN:

] Weapon:  Motor Vehicle Automatic:

| Other Weapon: ' Caliber:

i

; For Law Enforcement Use Only — No Secondary Dissemination Allowed

Printed: October 24, 2004 - 1:45 AM
’ Printed By: Hemion, KB
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' Lakewood Police Departmr 1

‘ [IncidentNc ~ 2970053.3 Page $ofd
. Supplemental Report

Action: Gauge
Manufacturer: [sngth j
Make: Finish
Importer: Grips
7 "Model: Stock: ) - %
" Weapon Notes: ) “' ;
Weapon 2: Implied Weapon
~ Offense: 1205 - Robbery - Street - Weapon - Serial No: , _ ;
. Weapon: . Implied Weapon Ademaic o ;
Other Weapon:; Caliber:
© Action: . _ Gauge: .
. Manufacturer . _ - L e T — | | . , I
Make: - " Finish: :
Importer: ' ' o Grips:
Model; - ' Stock:
" Weapdn Notos: . o Lo e e T e e

Weapon 3: Implied Weapon

_ DOffense: ~ 1007 - Kidnap Hostage For Escape  SerialNo:
Offender; ' . OAN:

. Weapon: implied Weapon  Adomate
Other Weapon: . Caliber;

T = -
Manufacturer: ' ' : Length:
B e T
mporter . . S e

Modal: : Stock:
Weapon Notes: - S S L

Investigative Information

Means:

Motive:
Vehicle Activity: ~

‘Direction Vehicle Traveling:

[ Synopsis:

Narrative;

On 10/23/04 at approximately 0049 hours, Deputy Sutherland and | assisted Lakewood Police Officers,
regarding a Domestic Viclence Kidnapping call at the AMPM 10006 South Tacoma Wy .

Upon our arrival | saw several Lakewood officers at the front entrance trying to negotiate with the suspect
inside. The suspect had taken two hostages, the store clerk and a female he might have ran over with his car
moments earlier. | ran around the northwest carner of the building in order to secure any rear exits. When
other Deputies arrived | continued around to the south east corner to secure another door.

When | came around the corner towards the front of the store, | heard several officers out front saying officers
inside were fighting with the suspect in order to place him into custody. Since | didn't know how many officers
were inside | ran in to see if | could assist in any way. When | entered the store 1 saw the cashier's counter,
which is "U" shaped with the entrance on the west side of the store.. Inside the counter several officers were
actively fighting with the suspect. Several other officers were trying to assist by climbing over the counter. As
| ran around the counter | saw Sgt. Eakes (LK-186) trying to puli the victim out of the melee’. 1 started to get 2
clearer picture of the fight and could see a Lakewood Officer (later identified as Officer Henson LK-122)

. g ] f 4, 2004 - 1:45 AM
For Law Enforcementmtwl;s;ﬁ E)n!y - J':frci:rSecon;dfz“l_):ssemmat;on Aﬂomwed Printed. OCtObE;'rﬁ?md gg:ﬁHemion;«»Keﬂ_
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' Lakewood Police Departme
' Supplemental Report

Incident No. ~429870053.3 Page 4 of 4

standing near the suspect's head. Holding his rifle in his right hand Henson began stomping downward (with
his right foot, by raising it approximately 1 to 2 feet off the ground) onto the suspect's head, which was
between another officer's feet. Henson stomped once or twice before | grabbed his rifie out of his hands. ‘|
: saw blood start to appear on the suspect's face. Sgt. Eakes must have also seen what was going on, because
: he began telling Henson to stop by saying "whoa whoa whoa, knock it off and that's enough”, he reached cut -
and touched Henson's left arm while he was yelling. Sgt. Eakes managed to catch Henson's actions even

i though he was concentrating on rernoving the victim and getting her to safety.

- Henson stopped momentarily and it appeared as if he locked in Sgt. Eakes direction, befere he fesumed
- stomping on the top of the suspect's head three more times. | was repeating what Sgt. Eakes had been

saying, "Whoa, whoa, whoal" and when it didn't appear that Henson could hear us | grabbed him by the back
' of his duty belt and pulled him away from the fight.

! Sgt. Eakes managed to pull the victim loose and | escorted her outside to a waiting patrol car to wait for
- Paramedics. 1 took the victim's information and then returned Henson's rifle to him after the suspect was

removed from the building in handcuffs. The suspect continued to fight with Officer's even when he was
handcuffed and finally had to be hog-tied for his and officer's safety.

"My supervisor Sgi. Pebley {73) approéched me at the scene and asked what | had seen. |relayed to him i
what | saw and he instructed me to write a Supplemental report. '

Later in my shift | spoke to Sgt. Eakes and told him what | saw and that | was writing a Supplemental report as %
well. He told me that was fine and that he had spoken to Henson about the incident and was notifying his :
1

administration of the incident as well. Sgt. Eakes told me he had seen Henson stomp on the suspect at least
three times himself. '

. - }
The entire incident should have been videotaped by the store's security cameras. !

-Nothing Further-
Joshua D Meyer
'| ' PCSD 484/03037

g Reviewed By: Reviewed Date:
i ] :

( D>
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.

PIERCE COUNTY PROS s DAG @ oo3/008

Page 1 of'4

Cad Details

[ Relum lo Resulls Soreen

]

Complaint: 20042970053
Address: 9915 S TACOMA

Phone: 2535886616

Date/Time
Dispatch: 20041023 0047
Arrival: 20041023 0051

Clear: 20041023 0220
Close; 20041023
Agency

Starting: Sw

- Ending: SW

Disp: £ Call Received: 20041023 0046
, WAY Cali Cleared: 40041023 0220
Name: BUDGET‘ INN SOUTH TACOMA End Priorivy:
unit D Station
LK131 - Dispatcher; E07899 - 500y
LK131  Com Offiger: E79293 CMG7
: Assigned
LK122 Datective
LK1G2
CB . District . Incldent Type Location
Dv - . "
238  LDO3 Domestic 9915 8 TACOMA WY
i DV -~
238 LDO3 ‘ Domestic 99155 TACOMA wyY

System.  System
bate Time Com

2004302y 00:46:3G £,
20041633 00:46:36 oy

20041023 90:6:36 oo ron

. 20041023 IOHTAD byl
20041023 90733 4
2004102 00:48:00 g0,
200412023 MHAWIS by onp

20041023 O0ABIIE 4
20041023 004904 5

20042023 0034912 o

20041073 00:49:12 1

20043023 009LI o0 acos

20031023 DAM2E oce

20041023 D792 \pe

20091023 D049129 Ly
20041023 904933 e
20041023 0034933 £,
20041023 0049180 p ooy o
16;)4;623 00:49:50 ;)

20041023 QOMES ool

htip:/metapps.Jesanet!Cadlncident/ Detils.aspx Zineno- 20042970053

cMoT

Statlon O1r Toxt

Mo”7

cMnz

5D01
5001
CMoY

‘5001

" 5ot

cMO7

5002
5Doz2
SG01
5003
s003
5001
5003
sooa
sDox
5001

FROZ

§79293 LOCATION:D15 5 TACOMA WAY \PHONE:253/588-6646 \tOMEDUDEET

T LANNSOUTH YACOMA ' R
578303 TEXT:AID ADV..MALE HAS RUN OVER A FEMALE IN FARKING LOT, POSS DV
T ASOURCEIBUSN :

E79293 LP MVYT 10/21/04 ( 09:18:27 (50 MORE) -

E07899 LK131

EO7800 LK131 <SLOA0ZL>HAMILTON, RYAN <L04D09>HECTOR, MICHELLE

E79293 TEXT:1 AGD, SD ON STW, OLK CORVETTE POSS LIC 3BAPYD (WA)...FEMALES
LEGS ARE HANGING OUT OF THE CAR.. ' :

"EO7EDD LK131 LK1

E07899 LK16 <L04002>EAKES, MARK

TEXTISUSPRET IS /st 65, VHIN.L& DLG,GLK LERTHER IKCKETRED T
E70293 SHIRTDEANS,. . HE BEAT UP THE FEMALE, AND THEN RAN OVER HGR AND

THEN KEPT THE TIRE ON THEN SPUN HIS$ TIRES ON TOF OF HER, RAN HE
OVER SEVARAL TIMES

E04290 LK16 488

£04390 438 -\:coao'zm-nnvmson, PATRICK A

E07899 LK 16 100TH 57 $W/S TACOMA WY D, AMEM , CARJACKING IN PROGRESS
;566559 LKlS,I—"lGTHING V‘UOlNE -

ann;m':nss, »;v'sp-mv .

EO7H99 LKL6, GUNPT

F06699 LK16 450

E06699 490 <C03028>SUTHERLAND, DAVID <CO3037>MEYER, JOSHUA

EQ7R99 LK16 LK152

E07H99 1H152 <LOA006>BORCHARDT, TIMOTHY (L(MD!Q:-BU;TTS, DAVID

E0GL93 1152 U3l UAY I51 U3

V32004 o7
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0043023
20041023
20041023

20041023

20041023

20041023
20041023

20041023
zuonxuzs
20041073
200#1023
26@416;3
20021023
iuaa1uzs
20041023
20041023
20041023
zooa1nzs
20041023
20041023
20041023
N 20041023
unoa1nza
2n041u1;
20041023
20041023
20041023
20041023
20041023
2041013
70043023
20041073
zn041uza

20041023 -

200401023

heeps/metappstesanot/Cadncident/Datai 15.a8px 7ineno= 20042070053

'00:50:01, m\cmm

'00:50:44

DOMD:SS I

bb:dDISS-ID

= 111
00:49:55 1D

00:49:35 m

001502 L1} “J

o6t 50 06 SURp

00:50:10 MISC

00:80:28 MISC

00:50:37 l!ACI(UP SD02 04300 408 235

00 50.'.'!7

Sbb! El‘M.!DO 238 <C01004>CONNER, JASOMNR <C84016>TIFTRNY. (‘ERALD D

00:80:44 BACKUP

Xo
00:;50:44

00:50:45 NACK-ER

4.1
DO:50:48 m

op:s0ta9 BACKUP

00:50: 49 ID

BO:5LAS ron
O0:5118 ONSCENE
a0:87:03 NISC
00:52:13 stc

00: 52 24’ M‘ISC

0015231

00:52(32 ONSCENE

ot1:52:4% INSMICE
ho: 52 sn

05250 ID

06:52:57 INSRVICE

ares

00:32:58 RACK-0%

"00:52:58

mn
D0:5%2:50
00:53197 ¢ PREEMPT

06:53:28 BACKUP

p0:53:28 1P

7 5001

MISG

5D02 E04390 313 tﬂDdOBﬂhSHEARS, CORY W CCBSDIt)-BERRY MAHN c

SD01

INSRVIC!'

BACK-08

INSRVICE

PIERCE COUNTY PROS

Page 2 ol'4

PD02 EDG‘)‘O.’i U31 <TA8760»HENSLEY, DAN!EL L

PDO'l EOGSOB vaz <TDQ431>LANE, RYAN

PDOZ  EDGS93 ISV -crumo:-ne'rm HENH.Y <TI.2140>'FRISBIE, RANDALL

PDQ2 EQ6593 L33 <T031D3>DNEILL, PATR!CK *

l"DOZ EQG593 Ui Hae

PDO2 806593 H36 <TE29035L0YD, GARY H <TO7031>BAMBICO, DANILO R

TEXTIHE THAN GRADBED HER AND THREW HER IN THE CAR WITH LEGGS ™
CMO7 579293 HANGING DUT...RP I5 ERICA RUSK, HME 253 536 7103, AEFDSED T0 GIVE
© " ROOM # SHE 1S STAYING IN

E07899 490, HE HAS A HOSTAGE

spel

SDDJ. EQ7B9D LK16, CALL OUT SWAT AND CDU

5D01 ED?K'JSJ LI(!.G 115

EO?B,‘)Q a1s <CDODJD>CAIIEV, MARIO D

DR ‘

SDO3  E0S6D9 LK16, CALLING SUMNER FOR SWAT
PF3I5  CODDST LK1G 430

PF35  CODDS3 410 <CO00SI>PHIPPS, MICHAEL <COCOZ0>ONEIL, ANDREW J

5D02 E04390 488 313

S002 1:04390 313, DROF‘FING OFF PARTNER 221 TO ASSIST AND GE'I' HIS GEAR FOR SWAT

PDO:?. 206593 151

SPO3 - EGGEID LK16, SUMNER ADY TO PAGE SWAT OUT 10 RESPOND Yo LOCATION TIL WE
FIND OUT WHERE THEY WANT YHEM TO STAGE

EO?BDD LKIG, 0IC

SDM

PEAS

ED7899 LK.IG, CANCEL SWAT

COOO.ﬂ 430

PDOZ  EGGS93 U331

I“002 LOGS93 H!G

SDDJ EQ7859 LK16 424, AID PRIOR'I.TY FOR THE SUSP
5001 ED7899 424 <COO04E>RICKERSON, MARK A

SD02  E0A390 235

001 ED?R‘?H LK16 !-M!.Z

e

5D01  ED7399 SM1Z <5SM2S35>RETTIG, MARC

5002 Eﬂ4390 313

PDOZ EUGSQB uis

PDD?. EDG593 U311 uyasn

PDO2Z  EOGS9I UMY <200350>BORGES, THOMAS

FH/3/2004
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20041023 00:5%40 SDO3  EDG552 LK16, SUMNER ADY TO CANCEL SWaT.,
20044023 00:53:43 MISC 5D03  EOG699 LK1G, LKL ADY
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IN THE UNITED STATES DISTRICT COURT
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vs. - - ) NO. C07-5193-RBL

PIERCE COUNTY SHERIFF'S OFFICE;)
PIERCE COUNTY, WASHINGTON; )
LAKEWOOD POLICE DEPARTMENT; )
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Défendanté. , )
DEPOSTTION UPON ORAL EXAMINATION
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ANGEL MARIE BENSON
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1 A. Yeah. 1 is that correct?
2 Q. Or Michael is his middle name? 2 A. Yea.
" A. Yeah. 3 Q. pid you notice any chanées :i.ﬁ him after he
4 Q. S0 at some point while Mike was in that work 4 gtarted uasing meth?
5 release program you two began dating, is that correct? 5 A. Yes, he was -- even his mannerisms changed,
€ A. Yes. } § his eyes changed, his voice changed., It was 1ika two
7 Q. At some point during that dating did he move 7 different people.
" & in with you? bid you move ln together? g Q. Wh'en you say *shanged, " caﬁ you dascribe. for
g . A Yes, he released from work release to my 9 me kind of what you mean by that?
10 address. 10 A. ike Jekyll and Hyde kind of thing.
11 Q. What addreas wasz that? 11 o, I take it yen liked him when he wasn't using
12 A. Lebanon Street, I want te say 1815 -- no, 12 meth.
13 that was or Highland Drive. I don't remember. 13 Y He was a totally different person, totally,
14 [+ But it "aras an address cn Lebancn Street? 14 Q. c;n you describe for me kind of what was
15 a. 1317, that's it. ' 15 different?
16 Q. 13177 le A, He would do things like I would leave the
17 A. Lebanon Btreet. ) ' 17 gar unlocked and he would steal the stexes system out
18 Q. and that's in what city? 18 of it. Then T would -- he would be really, Teally mad
19 A, Lacey. 19 at we becanse the stereo system got stolen, ahd. then I
20 Q. Can you describe for me -- this incident 20 wounld find the sterec system. Like I sat down on the
21 that is5 the subject of this lawsult, liXe I said, 21 he.d in the extra bedroom and lt .wa.s hidden under tha
22 occurred sometime in approximately Octcber 2004. You 22 blankets. You.‘ know, just waird, weird stuff- like
23 were in a relationship with Mr. Glasmann in the months 23 thak.
24 leading up to that, is that correct? l 24 Q. I'm assuming that you. were in a relationship
25 A, Yes. . ' 25 with him earlier because you liked him, is that
Page 18 ' Page 20
1 Q. Can you describe for me kind of how the 1 correct?
2 relationship was during that time pericd, l_?. A. Yeah, he waz a nice guy.
3 A The whole time? ‘ 3 Q. Did he seem like a nice guy while he was
4 Q. Well, maybe more at the keginning., 4 using meth? ‘
L1 A. It was good at the beginning. He was clean. 5 A No, not on that he wasn't. BAnd he probahiy
6 And he -- when he released to my address he then § wasn't a nice guy when he wasn't. You know, my man
Y was -- he found a three bedroom mobile home with a 7 plcker 1s broke,
8 sghop that ﬁe wag purchasing owner, lease/owner, ox 8 Q. Your whakt? -
9 ownerfcontract, whatever it was. &And he was doing 9 A. ¥y man picker is broke.
10 mechaniec work on the slde, and he was working for DR 10 Q. Meaning your choice of --
11 Concrete, and, you know, things seemed to ke going 1l A My choice of nice guys are usually not nilce.
12 pretty well, - 12 Q. When he was using meth you indicated he
13 Then it was like a month, T want to say like 13 wasn't a nlce guy. Was he violent ox .mean towards you
14 a month before what happened with this happened things 14 at all during that time?
15 ch.anget?. fast. 15 A.' He ‘was only viclent with me one other tima
16 Q. Why do you think thinge changed, do you 15 before the night that all this stuff happened up here.
17 know? ’ 17 I called him a punk and I was across the room from him
18 A. He started uging. 1% and he threw a shoe at me and hit me in the bkack with
19 Q. He started using? 19 4it, He came raging up on me and started punching and
20 A. Math. ’ 20 punching and punching and would not stop punching.
21 Q. Meih? 21 That was the only other time. That came completely
22 A, Uh-hub, . 22 out of nmowhere. That's part of the Jekyll and Hyde,
23 Q. Did both of you start using weth? 23 how he changed,
A. Yot togethar. 24 Q. How long ago was that before the incident
a5 Q. But at some point Mike started using weth, 25 roughly, do you know:?
Page 19 ) Page 21 :
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IN THE COURT OF APPEALS OF THE STATE OF WASHINGTON

DIVISION I BY
STATE OF WASHINGTON, | No. 34997-3-11
' Respondent,

Y.

EDWARD MICHAEL GLASMANN, . UNPUBLISHED OP]NION

Appellant.

Hunt, J. — Edward Michael Glasmann appeals his jury convibtion for second degree
assault.” He argues the State failed to establish that hé i'ntentionalllyA ran over the victim’s leg
with his car, In his statement of additional grounds (SAG),2 he asserts that (1) he was denied 'his
right to a fair trial because members of the jury allegedly obsefved him in handcuffs, and (2) he
was denied effective assistance of counsel because his attorney failed to request a voluntary
intoxication instruction. We affirm.

FACTS |
I. ASSAULT

Edward Michael Glasmann and Angel Benson were romantically involved and engaged

to be married. On the night of October 22, 2()05, Glasmann and Benson went to dinner in -

Tacoma and rented a motel room in Lakewood to celebrate Glasmann’s birthday. Both

! The jury also convicted Glasmann of attempted second degree robbery, first degree kidnapping,

and obstracting a law enforcement officer. He does not challenge those convictions in this
appeal.
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~Glasmann and Benson 'ingested methamphetamine, ecstasy, and alcohol over the course of the

évcning. In addition, Glasmann and Benson had been arguing throughout that day and evening,

Around midnight, their argument escalated. Glasmant hit Benson, who curled up into -

. the fetal position to protect herself from his blows. Glasmann eventually told Benson that he

wanted to go for a ride. Théy both left the motel room.

_Outsidé the room, another hotel gucét, Erika'RHsE witnessed Glasmann (1) pin Benson
against the wall with one hand around her neck and repeatedly punch her with his other hand; Q)
felease Benson and kick her twice in the stomach; (3) drag her to the passenger side of his
Corvette and got into the driver’s seat; (4) reach over {o the opén passenger door and attempt to
pull Benson into the car by her hair; (5) pull forwérd from the parking stall while Benson was not
fully in the car; and (6) run over Benson’s leg with his car.

Once in the car, Benson put the car into park, grabbed the keys, and ran into a mini-mart
adjacent to the motel. Inside the mini-mart, she hid on the floor behind the counter, As Rusk
watched,_she was calling 911 and reporting these events to -dispatc_h.

Lakewood Police Officers Timothy Borcﬁardt and David Butts arrived to find

Glasmann’s Corvette parked in the roadway. As they approached, they observed Glasmann exit

’

his Corvette, run over to the mini-mart, and climb into three separate cars, apparently hoping to

steal one and escape.

Their guns drawn, Officers Borchardt. and Butts orderéd Glasmann to show his hands.

Glasmann refused to comply, and told the officers that be had a gun. When Glasmann pushed a

2 RAP 10.10.
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man aside in order to access the third car, Officer Butts approached the open driver’s side
window and sprayed pepper spray into Glasmann’s eyes. Glasmann then exited tile vehicle
thréugh the passenger door and ran into the mini-market, pursued by a group of officers.
Glasmann continued to yell, “[SThoot me, 1 hav_e got a gun. Go ahead and shoot me.” 4
VReport of Proceedings (RP) at ‘116. As if it were a weapon, he pointed a black object at the
officers. Eventually, Glasmann ran behind the counter, grabbed Benson, put his arm arfound her
neck in a choké hold, and pulled her body in front of his, tlru'eatening to kill her. Glasmann then
dropped to the floor, holding Benson between him and the officers.
| When Benson was able to “wiggle her Way down‘fror.n [Glasmann’ s] body,” Officer
Ryan Hamilton applied a stun gun to Glasmanﬁ. 4 RP at 125-26. The officers then removed
Benson. Thf:y took Glasmann into custody, deter;rﬁned he was'not armed, and realized he had

brandished a stereo remote control as a weapon,

1. FOLLOW-UP )
Benson was takpn to Tacoma General Hospital, where Dr. William Eggebrotcﬁ exam;med
and trca__ted her injuries: se{/eral contusions and abrasions on her right ieg, hip, and arms. While
| at the hospital, Officer Borchardt and Officer Butts interviewed Benson about the incident. She
told them that Glasmann had threatened to kill her if she did not get into his Corvette in the
. motel parking lot. Benson was released a few hours after é,rriving at the hospital.
A fe\-}»F days later, on Ociober 27, 2004, the Lakewood police domestic violence detective

met with Benson to conduct a follow-up interview. The detective examined only those injuries

that Benson’s clothing did not cover. He did not take pictures at the time because they were in a
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public place. But Benson agreed to have a friend take pictures of her injuries and )send them to
him the following morning.
III. PROCEDURE

The State charged Glasmaﬁn with one count of first degree assault under RCW
9A.36.011(1)(a); one count of attempted first degree_robbery under RCW 9A.56.190, .200; RCW
9A.28.020; one count of first degree kidnapping under RCW 9A.40.020(1)(a)t and one count of
obstrocting a law enforcement officer under RCW 9A.76.020(1).

At trial, Glasmann, Benson, the officers, and Rusk all testified, resulting in conflicting

testimony as to the events that occurred on the night in question. The State also submitted the

1911 dispatch tape,? the mini-mart surveillance tape,” and the recorded conversations between

Glasmann and Benson while Glasmann was in the Pierce County Jail awaiting trial.
Apparently on one occasion, three jurors observed Glasmann in handcuffs outside the
courtroom. Glasmann’s counsel requested a mistrial. The trial court questioned jurors number-

three and thirteen about their observations of Glasmann outside the courtroom. Both juross

testified that they did not form impressions of Glasmann based on their observations of him in

the hallway. One of the jurors testified that he saw Glasmann on the elevator “for a second.”

The other juror testified that he turned a cotner in the courthouse and saw Glasmann for “a split

2 On the 911 tape, Rusk describes the' events as they occur: Glasmann pulled forward in his

vehicle, backed up, and then pulled forward again, driving over Benson’s leg three times.

Glasmann then reached over, yanked Benson into the car, and pulled out of the parking lot, onto
South Tacoma Way.

* The surveillance video showed the events inside the mini-mart.
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second” before he turned around and left. When the court asked the two jurors whether they
could follow an instruction telling them that they weré not to consider the fact that they had seeﬁ
Glasmann in the hall, both answered, “Yes.” |

‘The officer who héd been transporting Glasmann testified that the jurors who observed
Glassman were between eight énd ten feet away, and he (the officer) di_d not believe the jurors
saw the hanclcﬁffs, because Glasmann was wearing a IIong sleeved shirt that covered the
handcuffs and was holding a book in his hands. The trial court found ﬁo prejudicial effect and
-denied Glasmann’s motion for mistrial. |

The jury convicted Glasmann of second degree assault, atteropted second Vdegre;: robbery,
first degree kidnapping, apd obstrucﬁng a law enforcement officer. Glasmann stipulated to his

offender score, and the trial court sentenced him to a standard range sentence, totaling 198

months.

Glasmann appeals.

ANALYSIS
I. SUFFICIENCY OF EVIDENCE

Glasmann m'gueé that the'. State failed to present sufficient eyidence to prove the requisite

intent to convict him of second degree assault. His argument fails.
A. Standard of Review

Sufficiéncy of the evidence is a question of coqstituﬁonal magnitude, which an appellaﬁt

may raise for the first time on appeal. State v. Alvarez, 128 Wn.2d 1, 13, 904 P.2d 754 (1995).

When a defendant challenges the sufficiency of the evidence in a criminal case on appeal, we -



34997-3:11

draw all reasonable inferences from the evidence in favoi' of the State and interpret all reasonable
inferences from the evidence strongly against the defendant, State v. Partin, 88 Wn.2d 899, 206~
07, 567 P.2d 1136 (1977). A claim of sufficiency admits the truth of the State’s evidence and ail
inferences that an appellate court can reasonably‘draw therefrom. State v. Theroff, 25 Wn. App.
590, 593, 608 P.2d 1254, aff*d, 95 Wn.2d 385 (1980). |

Bvidence is sufficient to support a conviction if, after- viewing the evidence in the light
most favorablé to the State, any rational trier of fact would ha\l/e found guilt Beyond a reasonable
doubt for the crime Charged. State v. Green, 94 Wn.2d 216, 221-22, 616 P.2d 628 (1980). We
must defer to the trier of fact on issues of conﬂ1ct1ng tesumony, 01ed1b111ty of witnesses, and the
persuasiveness of the evidence. State v. Thomas, 150 Wn.2d 821, 874-75, 83 P.3d 970 (2004)

B. Second Degrge Assault

RCW 9A.36.021(1)(2) pl‘ovides: “A person is guilty of assault in the second degree if hé
or she, under circumstances not amounting to assault in the first degree: . . . Intentionally '
assaults another anﬂ thereby recklessly inflicts substantial bodily harm,”

Recklessly causing harm is not the same as intentionally causing harm. Thus,

under the statute, second degree assault by battery requires an intentional touching

that recklessly inflicts substantial bodily harm. Tt does not require specific intent
to mﬂmt substantlal bodily harm. ;

State v. Esters, 84 Wn. App. 180, 185, 927 P.2d 1140 (1996), review denied, 131 Wn.2d 1024
(1997); see also State v. Keend, 140 Wn. App. 858, __, 166 P.3d 1268, 1273 (2007); State v.

Walden, 67 Wn. App. 891, 893-94, 841 P.2d 81 (1992) (defendant may be convicted of second
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degree assault if he intended to put another in apprehension of harm Whether or not he intended
to inﬂict or was incapable of inﬂicting that harm).

The State presented sufficient evidence to cstablish that Glasmann intentionally. touched
Benson, the;‘eby recklessly inflicting substantiall bodily harm. Rusk testified about the events she
had oﬁserw@d from outside her nllot.el room: Glasmann dragged Benspn into the passenger éeat of
his car, got into the driver’s side, and drove forward while Benson was only half in the vehicle.
Glasmann drove oveil' Benson’s leg, reversed the car, and then pulled forward again onto her leg.
And after ranning over her leg three times, Glasmann fahked Benson into the car by her hair and
dfove éff. The State alsb presented the 911 dispatch tape, which corroborated Rusk’s testimony.

Although each provided slightly different details about the events, Benson,” the officers,
and the physician who had examined Ben‘soh after the aésaults, all testified. The jury also heard
recorded telephone calls that Glasmann had made to Benson while awaiting trial, suggeéting that

they discussed details of their testimony before trial and/or that he threatened Benson to testify in

a specific way at trial.

% Benson testified that she and Glasmann had been engaged in an ongoing verbal argument

throughout the day, which escalated into a mutual physical altercation later at the motel. The
altercation-moved from inside their motel room to outside by the car because Glasmann wanted
to go for a drive. Although Benson did not want to go with Glasmann because she was afraid of
him driving, somehow she ended up in the passenger seat. She opened the door and tried to get
out while the car was moving. While she held onto something or Glasmann held onto her from
the driver’s seat, Benson was running backwards, trying to catch her balance; she fell, and the
car went up her leg and parked on ber pelvis. Glasmann then reversed the car off Benson, got
out, put her back in the passenger seat, and said he was taking her to the hospital. But Benson
was scared, so she put the car in patk grabbed the keys and ran to the mini-mart, Inside the
mini-mart, Benson yelled, “Help me,” or “Save me,” and hid behind the counter.
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Glasmann testified that he had intentionally pushed Benson into the car, even though she
had made it clear that she did not want to drive w1th him. He even acknowledged that his car
had “1olled” onto Benson, after which he yanked her into the car. He claimed, however, that he
had driven out of the motel parking lot with the intention of finding a hospital for her.

JIn essence, the jury had to weigh the conflicting testimonies of Glasmann, .Belison, and
the other witnesses. We defer to the jury’s finding Glasmann and Benson not credible.® Taken
in the light most favorable to the Sigate, the testimony provided sufficient evidence for the jury to
find that Glasx‘ﬁann intentionally touched Benson wheﬁ he dragged her inte the car, pulled her
hair, and ran over her leg, ainong other intentional touches, thereby recklessly inflicting
substantial bodily harm, namely several contusions and abrasions on her right leg, hip, and atms.
Accordingly, we hold that the State presented sufficient evidence to prove the elements of
second degree assault. —

II. STATEMENT OF ADDITIONAL GﬁOUNDS
A. Right to Fair Trial

Iq his SAG, Glasmann fifst contends that the trial court denied ﬁis ‘righ‘t to a fair trial
under the federal_ and Washington state constitutions because members of the jury observed him
in handcuffs eutside the courtroom. We disagree.

On appeal, we evaluate an unconstitutional restraint clelm under a harmless error

standard State v. F inch, 137 Wn.2d 792, 861, 975 P.2d 967, cerr. demed 528 U.S. 922 (l 999).

S State v. Cord, 103 Wn.2d 361, 367, 693 P.2d 81 (1985); State v. Casbeer, 48 Wﬁ. App. 539,
542,740 P.2d 335, review denied, 109 Wn.2d 1008 (1987).
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We presume an error violating a constitutional right to be prejudicial, unlesé it affirmatively -
appears from the record to be harmiess be&ond'a reasoﬁa‘ble doub_t. Finch, 137 Wn.2d 859.
Harmless error may be established when the evidence against the def.endantl: is so overwhelming
that no 1'.at'10na1 conclusion other than guilt can be reached. Finch, 137 Wn.2d at 859.

Bﬁt when the jury’s view of the defendant in shackles or handcuffs is brief or inadvertent,
the defendant must make an affirmative showing of prejudice, and he carries the burden of
curing any defect. State v. Elmore, 139 Wn.zd 250, 273, 985 P.2d 289 (1999), cert. denied, 531
U.S. 837 (2000). To demonstrate prejudice, the defendant must show “‘a lsubstantial or injurious
effect or influence on the juﬁ’s verdict.””  Elmore, 139. Wn.2d at 274 (quoting State v..
Hutchinson,\135 Wn.2d 863, 888, 959 P.2d 1061 (1998)). Thete must be evidence in the record
beyond thé defendant’s bare allegations that seeing the defendant in shackles prejudiced the jury.
State v. Gosser, 33 Wn. App. 428, 435, 656 P.2d 514 (1982).

Glasmann fails fo persuade usr that some jurors observing him in handcuffs outside the
courtroom influenced the jury’s Vél'dicf to his prejudice. See State v. Damon, 144 ‘Wn.2d 686,
092, 25 P.3d 418 (2001). The record does support this contention: Neither juror testified that -
they had observed Glasmann in handcuffs outside the courtroom. Moreover, both jurors testified
~ that they did not form impressions of Glasmann based on their observations of him in the
hallway. In addition, the transporting officer explained to the irial court that the jurors had
observed Glasmann from between eight and ten feét away: and he did not believe they saw the

handcuffs, because they wgzré covered by Glasmann’s long-sleeved shirt and a book he was

holding in his hands. The record shows no prejudice.
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We hold, therefore, that the jurors” inadvertent observations of Glasmann outside of the

courtroom did not affect his right to a fair trial.
B. Effective Assistance of Counsel

Finally, Glasmann contends that his atiorney rendered ineffective assistance of counsel
by failing to 1'equést an intoxication instruction. This argument also fails. |

A criminal defendant is eﬁtitled to a voluntary intoxication instruction if: (1) one of the
elements of the crime charged is a particular mental state; (2) there is substantial eyidence of
ingesting an intoxicant; and (3) the defendant presents evidence that this- activity affected his
ability to aéq'uire'the required mental state. Sfate v. Harris, 122 Wn. App. 547, 552, 90 P.3d
1133 (2004). In other words, the evidence must reasonably and logically connect Glasmann’s
infoxication with his asserted inability to forni the requisite level of culpability to commit second
degree assault. See State v. Griffin, 100 Wn.2d 417, 418-19, 670 P.2d 265 (1983); State .v. -
Kruger, 116 Wn. App. 685, 692, 67 P.3d 1147 (2003) (staling that mere intoxication is ﬂot

enough; rather, the evidence must show the effects of the intoxicant).

Glasmann relies on a Division Three case, Sfate v. Kruger, th support his cont;;ntion that
he was entitled to a voluntary intoxicati.oﬁ jury instruction, In Kruger, however, Division Three
found “ample evidence of {the deféndanf’ s] level of intoxication on both his mind and body, e.g.,-
his ‘blackout,” vomiting at the station, siurred speech, and imperviousness to pepper spray.”
Kruger, 116 Wn. App. at 692. But suéh is not the state of the evidence here.

Contrary to Glasmann’s assertion, the record does not contain ample evidence that his

level of intoxication affected his ability or lack thereof to form the mental state required to

10
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establish the crimes charged. At best, the evidence merely showed that Glasmann had ingested
unspecified amounts of methamphetamine, ecstasy, and alcohol the night of the incident. See

Kruger, 116 Wn. App. at 692. As such, Glasmann was not entitled to an involuntary into:{ication

instruction.

Because counsel’s performance was not deficient, we hold that Glasmann was not denied

effective assistance of counsel when his counsel failed to request an intoxication instruction.

Affirmed.

A majority of the panel having determined that this opinion will not be printed in the

Washingtoﬁ Appellate Reports, but will be filed for public record pursuant to RCW 2.06.040, it is

Wud 1)

- Hunt, J. -
We concur: / y

& “g‘”’“’%,% 5

$0 ordered.

1o af'ET'/ Vy
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Methamphetamine is a central nervous system stimulant drug that Is similar in
structure to amphetamine. Due to its high potential for abuse, methamphetamine
is classifled as a Schedule II drug and is available only through 8 prescription that
cannot be refilled. Although methamphetamine can be prescribed by a doctor, its
medical uses are limited, and the doses that are prescribed are much lower than
those typicaily abused. Most of the methamphetamine abused in this country
comes from foreign or domestic suparlabs, although It can also be made insmall,

illegal laboratories, where Its production endangers the people in the labs,
nelghbors, and the environment. -

‘How Is Methamphetaming Abused?

Methampf’ietamine is a white, odorless, bitter-tasting crystalline powder that easily

dissolves in water or alcoho! and is taken orally; intranasally {snorting the powder), by
needle injection, or by smoking. : -

How Does Methamphetamine Affact the Brain?

Methamphetamine increases the release and blocks the reuptake of the brain chemical

(or neurotransmitter) dopamine, leading to high levels of the chemical in the brain, a -
common mechanisim of action for most drugs of abuse. Dopamine Is involved in reward,
miotivation, the experience of pleasure, and motor function, Methamphetamine’s ability
to rapldly release dopamine in reward regions of the brain produces the intense

W

euphoria, or “rush,” that many users feel after snorting, smoking, or Enj_ecting the drug. _

Chronic methamphetamine abuse significantly changes how the brain functions.
Noninvasive human brain, imaging studies have shown alterations in'the activity of the
- doparmine system that are associated with reduced motor skills and impatred verbal
learning.? Recent studies in chronic methamphetamine abusers have also revealed
severe structural and functional changes in areas of the brain associated with emotion

and memory,#* which may account for many of the emotional and cognitive problems
observed in chronlc methamphetamine abusers. ‘ . :

Repeated methamphetamina abuse can also lead to addiction—a chronic, relapsing
disease, characterized by compulsive drug seeking and use, which is accompanied by
chemical and molecular changes in the brain. Some of these changes persist long after

http://www.nida.nih.gov/infofacts/methamphetamine htm!
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methamphetamine abuse is stopped. Reversal of some of the changes, however, may
be observed after sustained periods of abstinence (e.g., more than 1 year).4

What Other Adverse Effects Does Methamphetamine Have on Health?

Taking even small amounts of methamphatamine can result in many of the éame
physical effects of other stimulants, such as cocaine or amphetamines, including’
increased wakefulness, increased physical activity, decreased appetite, increased

respiration, rapid heart rate, irregular heartbeat, increased blood pressure, and
hyperthermia, ' '

Long-term methamphetamine abuse has many negative heaith consequences, inctuding
extreme weight loss, severe dental problems (*meth mouth”), anxiety, confusion,

insomnia, mood disturbances, and violent behavior. Chronic methamphetamine abusers
can also display a number of psychotic features, including paranoia, visual and auditory

hallucinations, and delusions (for example, the sensation of insects crawling under the
skin). ' - -

Transmission of HIV and hepatitis B and C can be consequences of methamphetamine
abuse. The intoxicating effects of methamphetamine, regardless of how It is taken, can
also alter judgment and inhibition and lead people to engage in unsafe hehaviors,
including risky sexval behavior. Among abusers who inject the drug, HIV and other
infectious diseases can be spread through contaminated needles, syringes, and other
injection equipment that is used by more than one person, Methamphetamine abuse
‘may also worsen the progression of HIV and its consequences. Studies of
methamphetamine abusers who are HIV-positive Indicate that HIV causes greater

neuronal injury and cognitive impairment for individuals in this group compared with
HIV-positive people who do not use the drug.®8

What Treatment Options Exist?

Currently, the most effective treatments for methamphetamine addiction are
comprehensive cognitive-behavioral interventions. For example, the Matrix Model--a
-behavioral treatment approach that combines behavioral therapy, family education, ,
individual counseling, 12-step support, drug testing, and encouragement for non—drug-
related activities—has been shown to be effective in reducing methamphetamine
abuse.” Contingency management interventions, which provide tangible incentives in
exchange for engaging in treatment and maintaining abstinence, have also been shown
to be effective.® There are no medications at this time approved to treat
methamphetamine addiction; however, this is an active area of research for NIDA.

How Widespread Is Methamphetaming Abuse?

Moritoring the Future Burvey* _

According to the 2008 Monltoring the Future survey—a national survey of 8th-, 10th-,
and 12th- graders, methamphatamine abuse among studenis has shown a general
decline in recent years; howsver, it remains a concern, survey results show that 2.3
percent of 8th-graders, 2.4 percent of 10th-graders, and 2.8 percent of 12th-graders
“have used methamphetamine in their lifetime. In addition, 0.7 percent of 8th-graders,
0.7 percent of 10th-graders, and 0.6 percent of 12th-graders were curient (past-
manth) methamphetamine abusers. Past-year use of methamphetamine remained
steady across all grades surveyed from 2007 to 2008,

Methamphetamine Pravalence of Abuse
Monitoring the Future Survey, 2008

http:/fwww.nida.nih.gov/infofacts/methamphetamine html 77242009
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Csth . 1oth 12th

_ Gradle Grade Grade
Lifetime#* L 2.3% 2.4% 2.8%
Past Year 1.2 . 1.5 1,2
Past Month 0.7 0.7 - 0.6

Mational Survey on Drug Use and Health»k _

The number of individuals aged 12 vears or older reporting past-year
methamphetamine use declined from 1.9 million in 2006 to 1.3 million in 2007. An
estimated 529,000 Americans were current (past-month) users of
methamphetamine (0.2 percent of the population). Of the 157,000 people who
used methamphetamine for the first time in 2007, the mean age at first use was
19.1 years, which Is down from the mean age of 22.2 In 2006,

Other Information Resources

For more information on the effects of metham phetamine abuse and addiction, visit
www .drugabuse.gov/drugpages/methamphetamine.htral. ' .

- To find pu.blicly funded treatment facilities by State, visit
www findtreatment.samhbsa.goy.

For street terms searchable by drug name, street term, cost and quantities, drug
trade, and drug use, visit www.whitehousedrugpolicy.aov/strestterms/default.asp.

e B i e

R e g3 et e s e

* These data are from the 2008 Monitoring the Future survey, funded by the National Institute on Drug
Abuse, National Institutes of Health, Department of Health and Human Services, and conducted by the
" University of Micligan's Institute for Social Research. The study has tracked 12th-graders’ ificit drug

abuse and related attitudes since 1975; In 1991, 8th- ang 10th-graders were added to the study. The
fatest data are online at www.drugabuse.gov. . -

& TLifetime” refers to use at least once during a respondeni"s lifatime. “Past year” refers to use at least
once during the year preceding an individual’s response to the survey. "Past month” refers to use at
least once during the 30 days preceding an individual’s response to the sufvey,

w3k NSDUM (formerly known as the Nationa! Household Survey on Drug Abuse) Is an annual survey of
Americans age 12 and older conducted by the Substance Abuse and Mental Health Services

Administration. Copies of the Jatest survey are available at www.samhsa, gov and from NIDA at 877
643-2644. o ‘

" 1 Volkow ND, Chang L, Wang GJ, al al. Association of dopamine transporter reduction with psychomator
Impairment In methamphetamine abusers, Am J Psychiatry 158:377-382, 2001.

2 London ED, Simon Si, Berman SM, et al.. Mood dz’st'w'bances and reglonaf cerebral metabolic
abnormalities In recently abstinent methamphetamine abusers. Arch Gen Psychiatry 61:73~84, 2004.

3 Thompson FM, Hayashi KM, Slmon 5L, et al. Structural abnormalities In the brains of human subjects
who use methamphetarnine, J Neurosci 24:6028-8036, 2004, :

4 Wang GJ, Volkow ND, Chang L, &t al. Partial recovery of brain metabolism in methamphetamine
abusers after protracted abstinence, Am J Psychiatry 161:242-248, 2004. ’
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5 Chang L, Ernst T, Speck O, Grob CS. Additive aeffects of HIV and chionlc methamphetamine use on
brain metabolite abnormalities, Am 1 Psychiatry 162:361-368, 2005,

& Rippeth JD, Heaton RK, Carey CL, et al. Mathamphetamine dependence increasas risk of
neuropsychological impairment in HIV infected persons. 1 Int Neuropsychol Soc 10:1-14, 2004,

7 Rawsott RA, Marinelli-Casey P, Anglin MD, et al. A multi-site comparison of psychosocial approaches for
the treatment of methamphetamine dependence. Addiction 99: 708-717, 2004. C

8 Roll JM, Petry NM, Stitzer ML, et al. Contingency mana

= gement for the treatment of methamphetamine
use disdrders. At J Psychiatry 163:1993-1999, 2006, : . ‘
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DOE/Brookhaven Natlonal Laboratory

M‘ethamphetamine enters brain_quickly_ and iingérs

_First study of methamphetamine uptake, distribution, and clearance in humans helps
explain why the drug is so addictive and damaging to brain

UPTON, NY — Using positron emission tomography (PET) to track tracer doses of methamphetamine
in humans' brains, scientists at the U.S. Department of Energy's (DOE) Brookhaven National
Laboratory find that the addictive and long-lasting effects of this increasingly prevalent drug can be
explained in part by its pharmacokinetics — the rate at which it enters and clears the brain, and its .
"distribution. This study in 19 healthy, non-drug-abusing volunteers includes a comparison with

cocaine and aiso locked for differences by race. It will appear in the November 1, 2008, issue of
Neureimage. SR

"Methamphetamine is one of the most addictive and neurotoxic drugs of abuse," said Brookhaven
chemist Joanna Fowler, lead author on the study, "It produces large iricreases in dopamine, a brain

chemical associated with feelings of pleasure and reward — both by increasing dopamine's release
from nerve cells and by blocking its reuptake." L ' '

Studies by Fowler and others have shown that drugs that produce greater elevations in brain
dopamine tend to be more addictive. But other factors, including the speed with which a drug enters

and clears the brain and its distribution within the brain, can also be important in determining Its
addictive and toxic potential. - '

In undertaking this first study of methamphetamine pharmacokinetics, the researchers also wanted to
know if there were differences between Caucasians and African Americans. "Reports that the rate of
methaimphetamine abuse among African Americans is lower than for Caucaslans led us to question
whether blological or pharmacokinetic differences might explain this difference,” Fowler said.

The scientists measured brain uptake, distribution, and clearance of methamphetaming by injecting
19 normal healthy men (9 Caucasian, 10 African American) with a radicactively tagged form.of the ~
drug in "trace” doses too small to have any psychoactive effects. They used PET scanning cameras to
monitor the concentration and distribution of the tagged methamphetamine in the subjects’ brains.
On the same day, the same subjects were injected with trace doses of cocalne and scanned for
comparison. The scientists also used PET to measure the number of dopamine reuptake proteins,
known as dopamine transporters, available in each research subject's brain.

Like cocaine, methamphetamine entered the brain quickly, a finding consistent with both drugs’
highly reinforcing effects. Methamphetamine, however, lingered in the Lrain significantly longer than
cocaine, which ¢leared quickly. In fact, some brain regions, particuiarly white matter, still showed
signs of tracer methamphetamine at the end of the 90-minute scanning séssion, by which time all
cocaine had been cleared. The distribution of methamphetamine in the brain was remarkably different
from that of cocaine. Whereas cocaine was concentrated only In the 'reward’ center and cleared

rapidly, methamphetamine was concentrated all over the brain, where it remained throughout the
study. . oo : ' :

- "This slow clearance of methamphetamine from such widespread brain regi_ons may help explain why
the drug has such iong-lasting behavioral and neurotoxic effects,” Fowler said. Methamphetamine is

known to produce lasting damage not only to dopamine cells but also to other brain regions, including
white matter, that are not part of the dopamine network. . '

http:/fwww eurekalert.org/pub_releases/2008-10/dnl-meb101308.php , 7/24/2009
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Surprisingly, the researchers found significant differences in cocaine pharmacok_inetics between
African Americans and Caucasians, with the African Americans exhibiting higher uptake of cocaine, a

later rise to peak levels, and slower clearance. In contrast, the scientists found no differences in
methamphetamine pharmacokinetics between these groups. .

"This suggests that variables other than ‘pharmacokinetics and bioavailability account for the lower
prevalence of methamphetamine abuse in African Americans," Fowler sald. "The differences ohserved
for cocaine pharmacokinetics are surprising consldering thefe are no differences in cocaine abuse
prevalence between these two ethnic groups.” These differences may merit further study, and also

suggest the need to match subjects by ethnic group in future studies to avoid interference from this
potentially confounding variable. :

Anot_hef-inferesting finding was that across alt research subjects, the level of dopamine transpof‘ters
. was directly related to the level of methamphetamine taken up by the brain. This finding suggests
that transporter proteins somehow play a role in regulating the brain's uptake of this drug.

BEE

This. research was funded by the National Institute on Drug Abuse, the National Institute on Alcohol
Abuse and Alcoholism Intramural Pregram, and by the Office of Biological and Environmental
Research within DOE's Office of Science. Brain-imaging studies such as PET are a direct outgrowth of
DOE's long-standing investment, in basic research in chemistry, physics, and nuclear. medicine, The

ongoing neuroimaging research at Brookhaven is a prime example of how DOFE's national laborataries

bring together the expertise of chemists, physicists, and medical scientists to address questions of
profound significance for soclety. : - :

One of ten national laboratories overseen and primarily funded by the Office of Science of the U.S.
Department of Energy (DOE), Brookhaven National Laboratory conducts research in the physical,
biomeédical, and environmental sciences, as well as in energy technologies and national security.
Brookhaven Lab also builds and operates major scientific facilities avallable to university, industry and
government researchers. Brookhaven is operated and managed for DOE's Office of Science by
Brookhaven Science Asseciates, a limited-liability company founded by the Research Foundation of
State University of New York on behalf of Stony Brook University, the largest academic user of
Laboratory facilities, and Battelle, a nonprofit, applied science and technology organization.

Visit Brookhaven Lab's electronic newsroom for links, news archives, graphics; and more:
http/fwww.bnl.govimewsroom

{ Print Article | E-mail Article | Close Window ]
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Neuml(}xmty of %ubstémted Amphetamines: Molecular

and Cellular Mechanisms

JEAN LUD CADET
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(Submitted 06 Novenber 2006, In final form 11 Jm?m}y '_—?(J{J?)

The. amphetamines, including amphetamine
(AMPH), methamphetamine (METH) angd 3.4-
methylenedioxymethamphetsmine (MBMA),
ave among abused dirugs in the US and throagh-
ouf the world. Thelr abuse is associated with
severe nesrologic and psychiatyic adverse events
including the development of psychotlc sfates,
These neuropsychiatric cowmplications might,
in part, be related to drug-induced neurotoxic
effects, which lnclude damage to dopaminergic
and serstonergic terminals, neuronal apoptesls,
az well as sctivated astreglial and microplial
eells W the brain. The purpose of the present
veview IS to swwmwmarize the foxie elfects of
AMPH, METH and MDMA. The paper also
presents some of the factors that are thought o
underlie this toxiciy, These include oxidative
stress, hyperthermia, excitotoxicity and varions

apepiotic pathways, Betier understanding of the |

celiviar and molecular mechanisms involved in
their toxicity should help (o generate modern
. therapeutic approaches to prevent or attenvate
© the long-term cousequences of amphetamine nse
disorders in hamans, -

Kevwords: Substituted

amphetamines;
Methamphetaming;

Methylenedioxyampheiamine;
MIDMA: Servotoninergie neudrons; ]mpammergn_ neg-
rons; Hyperthermia; Neorotoxicity

*Carresponding author: Tels 1 (410) 550-1562; K

AMPHETAMINE

Amphetamine (AMPH) s a psychosumuldnt that
belongs to widely used illegal drupgs in the world,
AMPH is a popular drug of abuse in Australia (Barh

© et gl 2004), Belgium (Raes and Versuraete, 2005),

Brazil (Silva and Yonamine, 2004), Switzerland
{(Augshuarger ¢7 of, 2005) and UE (Wylie ef ol
2005). AMPH s a common drug of abuse in
Sweden and other northern Ewropean couniries
(Jones, 2005; Gustavsen et af., 2006}, In the UBA,
nop-medical use of medications prescribed for
ADHD treatment, including those that congin
AMPH, is high among high school and college
students (McCabe et ol , 2004; 2005). It has been
reported that the abuse of these drogs is second
only to marfjuana (Brown er al, 2001},

AMPH abuse is associated with very seri-
ous harms. These include increased psychologi-
cal mogbidity, dependence and health problems.
For example, acute AMPH side-effects jnclude
tachycardia, hypertension, hyperthermia, increased
muscle tention, liver and renal failure, nausea,
blurred vision, ataxia, anyiety, psychosis and seb-
zaes (Kalant and Kalant, 1975; Janowsky and
Risch, 1979; Alldredge ef of., 1989; Murray, 1998).
Other severe and fatal AMPH tatoxications have
also been reported (Ginsberg ef ol 1970; Kalant
and Kalant, 1975; Salasova and Taubner, 1954; De

FAXD L (41 350-2745; Tmuils jGaciet@iatra.uida;s;‘111‘gm}
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Letter et al., 2006; Steentoft ef al., 2006). Chronic
AMPH abuse is associated with hnpainments in
attention and memory, problems. with leaming, as
well as compromised decision making (McKetin
and Mattick, 1997; Rogers ef al., 1999; Ormstein ef
al., 2000). Some of these newropsychiatric compli-
cations are thought to be related to AMPH-induced
neurotoxic effects which consist of decreases in
tyrosine hydroxylase (TH) activity (Elison er
al,, 1978), long-term dopamine (DA) depletion
{Wagner ez al., 1980a), loss of dopamine transport-
ers (DAT) (Scheffel of al., 1996; Krasnova e of,,
2001), as well as decreases in vesicolar moneamine
transporter proteins (Krasnova et al, 2001). In
addition to its effects on monoaminergic terminals,
AMPH can cause cell death of primary cortical
cells, TH-positive mesencephalic neurens, and of
PC12 cells in vitro (Stusam-ef al., 1999; Lotharius
and O'Malley, 2001; Oliveira ef ol., 2002) as well

as degeneration of cell bodies in the cortex of

AMPH-treated rodents (Jakab and Bowver, 2002),
The drug can also cause the activation of caspase-
3. and appearance of TUNEL-positive cells in the
strintum {(Krasnova ef al, 2005). Calbindin- and
DA- and cAMP-regulated phosphoprotein, Wy 32
KD (DARPP-32)-positive medium spiny projection
neurons, but not choline acetyliransferase (ChAT)-,
parvaibumin- or somatosiatin-positive interneurons
undergo AMPH-induced apopiosis (Krasnova e
al., 2005). Although the mechanisms for AMPH-

" mediated toxicity are not completely clear, they
appear to include upiake into DA terminals, DA
release, oxidative stress and the activation of p33-
dependent and mitochondria-raediated cell death
pathways. Herein. the data supporting these mechi-
nisras in AMPH toxdieity ate reviewed.,

. AMPI Toxicity Tnvolves ROS Formation
and ROS-medinted Transcriptionsl Changes,
AMPH-induced redisttibution of DA from synaptic
vesicles to the cytosol followed by iis releass to
the extracetlular space by reverse tiansport through
DAT causes incteased DA levels in the synap-
tic cleft (Sulzer ef 4l, 1995). DA metabolism is
_accompanied by the production of hydroxyl (Huang
et al., 1997} and superoxide (Krasnova et al., 2001)
- radicals that participate -in the toxic effects of the
drug via free radical-mediated destruction of monos
aminergic terminals (Huang et al,, 1997; Cadet

JL. CADET ot al.

and Brannock, 1998; Wan ef al.,, 2000; Krasnow

et al., 2001). This occurs because reactive oxygen

species (ROS) indoced by AMPH adminisiration
can exceed the compensating abilities of anti-
oxidant emzymnes such as superoxide dismutases
{80Ds), catalase and glutathione peroxidase (Cadet
and Brannock, 1998), The possible involvement
of superoxide radicals in AMPH foxicity is also
supported by the findings that transgenic mice
that overexpress CuZnSOD are partially protected
against the toxic effects of fhe drug on dopaminer
gic systems (Krasnova et al., 2001,

Because ROS play a role tn cellular signaling pro-
cesses, including the regulation of transcriptionsl
factors (Poli et af,, 2004), induction or suppression
of transcription factors with subsequent activaticn
or repression of genes that encode proteins involved

- in various nevronal functions might be critical steps

in AMPH-induced cascades of toxic events. These
ideas are supported by the demonstration that
administration of AMPH causes activation of AP-]
transeription factors (Persico ef ¢, 1995; Ferguson
et ol., 2003; Milanovic et al., 2006). The possi-
bility. that superoxide radicals might be nvoived

o AMPH-induced transcriptional responses has

been tested using microaray apalyses (Krasnova
ei al., 2002), This allowed the identification of 37
genes that show superoxide-mediated responses:
Among these are genes that belong to classes of

" iranseription factors, growth factors, heai shock

profeins (HSPs), and xenobiotic mefabolisim, In
response o neuronal damage, organisms initiate
and elaborate events that trigger neuroprotective
pathways that serve 1o minimize or prevent dam-
age; they also function fo increase the chance of
functional recovery {Wieloch and Nikolich, 2006).
These pathways include the increased synthesis snd
release of growth factors and cytolkdnes such as the
neuronal protein, activin A (Werner and Alzheimer,
2006}, which is activated by AMPH in a superox-
ide~responsive manner (Krasnovs ef gl , 2002). The

- participation of activin A In protective mechanisms

is illustrated by the reports that it reduces MPPi-
induced cetlular damage to DA neurons in vifro

(Krieglstein ez af., 1995) and rescues striatal neu-

rons from excitotoxic lesioning with quinolic aeid
(Hughes dr o, 1999). Another AMPH-responsive
superoxide-mediated gene is macrophage colony-
stimulating factor which is involved in the pro-
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FIGURE 1 Overview of the moleculyr mechanisms involved in AMPH neurotoxicity, Oxidative stress, p53 and mito-
chondrial pathway play an essential role in the AMPH-induced neuronal apotosis and DA terminal degeneration,

" liferation and migration of activated microglia

into injured sites of the brain (Imai and Kohsaka,
2002). Additional genes whose transcript levels are
induced by AMPH code for HSPs such as HSP110
and HSC70. HSPs have been shown to profect
cells against oxidative damage (Papp et al., 2003;
Macario and Conway de Macario, 2005).

AMPH Toxicity Involves Activation
of the pSi-mediated Cell Death Pathway.
ROS-induced stresses are known to be associated
. with DNA damage and p353 accumulation in vitro
{(Lombard ef al, 2005). P53 activation has been
shown to participate in events that cause neuronal
apoptosis (Culmsee and Mattson, 20605). This is
thought to be related fo the influence exerted by
P33 on the expression of the Bel2 family of pro-
teins which include the pro-apoptotic protein, Bax
and the anti-apoptotic protein, Bel-2 (Moll er ol
2005; Chowdhury et al., 2006). Specifically, pS3
cavses upregulation of Bax and downregulation of
Bel-2 (Moll et al, 2005, Chowdbury er al, 2006).
As reported above, AMPH has been shown to
cause neuronal cell death in various Lraln regions

{Jakab and Bowyer, 2002; Kiasnova ef al., 2005),

"The AMPH-induced neuronal apoptosis has been

recently shown to involve the activation of the
P53 pathway with secondary increases in Bax
levels and decreases in Bel-2 levels in the mouse
striatum (Krasnova ef af,, 2005), The role of Bax
activation tn AMPH-related apoptosis was further
supported by experiments showing that Bax-defi-
cient mice were partially resistant to drug-induced
cell death (Krasnova et al., 2005). Figure 1 shows
a schematic representation of the mechanisms that
may underlie AMPH-related apoptosis and DA
terminal degeneration.- '

AMPH Treatment and Temperature Regalation
Temperature regulation appears to be also an
important factor in the toxic responses to AMPH.
In rodents, the psychostimulant was shown fo
produce biphasic effects with low doses (g 2.5
mg/kg) inducing hypothermia and higher doses (=
5 mg/kg) causing hyperthermia at ambient tem-
perature above 20°C (Seale ef al, 1985; Krasnova
et al., 2001; Baker and Meert, 2003). This effect
was found to be dose-dependent, with the depree
of hyperthermia correlating to AMPH and DA
levels in rat striatal microdialysate {Clausing and
Bowyer, 1999), Several studies have also hinted 10
connections between hyperthermic and peurotoxic
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actions of AMPH (Clausing et al., 1995; Miller
and O'Callaghan, 1996). Conditions that reduce
or prevent AMPH-induced increases in core body
temperature are, at least, partially neuroprotective
(Clausing ef al,, 1995; Miller and O'Callaghan,

1996). In contrast, hypgrtbemua could exacerbate
AMPH toxicity because the formation of free radi-
cals in the brain is elevated by temperature increase
{Kil et al, 1996) and because hyperthermia also
potentiates the cytotoxic effects of ROS {Lin et
al., 1991). These ideas are also supported by the
report that hyperthermia significantly increases DA
quinone formation (LaVoie and Hastings, 1999)
since quinones derived from DA have the ability
to inhibit proteasome (Zafar ez al., 2006) which is
involved in detoxification mechanisms.

Although AMPH-induced increases in teraperature
are thought to be involved in the toxicity of the drug,
the mammer by which the temperature is induced
remains to be determined. DA release (Clausing
and Bowyer, 1999) and D, receptor stimulation
(Sanchez, 1989; Zamrindast and Tabatabai, 1992;
Verma and Kulkaml, 19935 have been hmplicated.
The observations that animals with severe hyper-
thermia released move DA in the striatal extraceliy-
lar space provide partial support for this contention
{Ciaus;ng and Bowyer, 1999). Moreover, the idea

is also supported by the reports that hyperthermia

i1s induced by administration of the 13, agonist SKF
38393 in mice (Sanchez, 1989; Zamindast and
Tabatabai, 1992; Verma and Kulkarni, 1993), the
effect that could be blocked by I, antagonist SCH
123390 (Sanchez, 1989 Zarrindast and Tabatabai,

1992). {t has to be pointed out that since AMPH, can
cause release of other monoamines (Seiden ef al.,
1993}, their possible mvolvement also needs to be
considered. For example, lesions of ventral norepi-
nephrine bundle innervating the hypothalamus and
limbic system cause atienuation of AMPH-induced
hyperthermia in rats (Kostowski ef al., 1982).

In addition to DA release, AMPH-induced produc-
tion of free radicals might also contribute to ther-
mal instability (Krasnova et al, 2001). Mice that
overexpress the antioxidant enzyme, CuZns0D,
in the brain show no hyperthermic responses after

AMPH treatment and ate protected against long- -

term neurotoxic drug effects (Krasnova e al,
2001}, Thus, the possibitity of complex interactions
‘between thermoreguiation and free radical load n
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the long-term neurctoxicity induced by this illicit
drug needs to be considered.

It is also of inferest to note that varous strains
of mice show different hyperthermic responses
to AMPH. Specifically, psychostimulants caused
substantial hyperthermia in CD-1 (Krasnova er
al, 2001), Swiss+Webster {Craig and Kupferberg,
1972), DBA/2 (Seale er al, 1985), and BALB/
mice (Jorl and Rutezynski, 1978), while CS78L/6
(Seale er al,, 1985; Krasnova et al., 2001) and C,H
animals (Jorl and Rutezynski, 1978) had low to

moderate transient temperature increass. Thess

differences in temperature responses may help to
further dissect the role of hyperthermia in AMPH
foxicity. For example, it seems there is no simple
algorithm to predict toxicity based on temperature
responses because CD-1 mice are more resistant 10
AMPH. neurotoxicity than C57BL/6 mice in spite

. of showing greater and longer-lasting hyperthermia

than C37BL/6 mice (Krasnova er al., 2001).

Finally, the issues of temperature regulation have
major clinical implications because AMPH can
cause fatal hyperpyrexia in humans (Ginsberg et al.,
1970; Kalant and Kalant, 1975; Callaway and Clark,
1994; De Letter ef o, 2006). Thus, understanding
of the root causes of AMPH-induced hyperthermia
might help to’ develop therapentic approaches that
can prevent ‘or attehuate the disastrous effects of
this drug when taken in high doses.

METHAMPHETAMINE

Metamphetamine (METH, Speed, crahk.) is abused

- worldwide due to its powerful stimulant proper-

ies that cause the user to feel "high™ and o bave
increased energy (McCann et al., 1998b; Sekine
el al., 2001; Farrell et al, 2002). METH is eastly
available because it can be synthesized cheaply and
distibuted to varlous communities throughout the
world. Fresently, there is widespread abuse in the
United States. where it has migrated from the West
Coast to other states (Puder ef al, 1988; Derlet
et al., 1989; Cho and Melega, 2002). METH can
be abused via multiple routes which include oral,
intravenous and smoking administration. In addi-
tion fo its cuphorigenic effects, METH can also
cause anxiety, increased agitation, delirium, psy-
chotic states, cognitive and. psychomotor impair-
ments, selzures, and death (Wilson er al, 1996,
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Lan et o, 1598; Buf‘féns’tein et al.
- al., 1999; Simon er ai., 2000; Yolkow et al., 2001a;
Losodon e al, 2004; Dore and Sweeting, 20063

Cerebral vasculitis, cerebrovascular accidents due

to hemorrhage or vasospasm, and cerebral edema
have also been reported in METH abusers (Chynn,
1968; Salanova and Taubner, 1984), The drug can

also cauise neurodegenerative changes in the brains

of human addicts. These pathological changes’

include loss of striatal DAT observed in positron
emission tomographic (PET) studies (Volkow et
al., 2001b; Seking ef al., 2003) and in post-mortem
nvestigations, loss of serotonin transporters (5-
HTT) (Sekine ef al., 2006), decrease in the levels
of DA, serotonin (5-HT) and their metabolites
(Wilson et al, 1996). A number of studies have
documented that METH can cause long-term dam-
age to presynaptic dopaminergic and serotonergic
terminals in rodents (Ricaurte ef al., 1980; Wagner
et al., 1980b). More recently, it has also been shown
that the drug can cause death of cell bodies both in
vitro (Cadet ef al,, 1997; Stunmn et al, 1999) and in
vivo (Eisch and Marshall, 1998; Dcng et al., 1999;
Deng and Cadet, 2000; O'Dell and Marshail 2(}()0)
In what follows, we discuss some of the mecha-
nisms that have been implicated i in METH-indueed
neurodegenf:mtwa effects.

Ri;le of Oxida_tive Stress

in METH-induced Toxicity

‘The biochemical actions of the drug depend on
its entry into monoaminergic terminals (Berger
et al., 1992; Tversen, 2006), followed by entry
mnto monoaminergic vesicle consequent to its
interaction with vesicular monoamine transport-
ers (Sulzer ef al, 1995). This is followed by
displacement of mounoamines into the cytoplasm
of the terminals and METH-induced monoamine
release into respective synaplic clefis (Baldwin
et al., 1993; Marshall et al, 1993; Cubells ef al.,

1994; Sulzer ef'al., 1995, Schwartz, ef al., 2006).
METH neurotoxxcny appears to depend on both,

DA released within terminals and on DA released .

in synaptic clefts (Cadet and Brannock, 1998).
These suggestions are supported by reports.that
DAT knockout mice are resistant to METH-
induced degeneration of DA axons (Pumagalli
et al, 1998) and by observations that psycho-
stimulant toxicity depends on quinone forma-

, 1999, Yut er

. monoaminergic terminals (Wagner et al.
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tion consequent to increased DA levels within
nerve terfninals (LaVoie and Hastings, 1999.
METH-related quinone formation is thought to
be associated with the. generation of superoxide

radicals -and hydrogen peroxide during quinone

redox «cycling (Stokes er al., 1999; Miyazaki ef
al., 2006). A role for oxidative mechanisms in
the neurotoxic effects of the drug is supported .

- by observations that administration of N-acetyl-.

L-cysteine, ascorbic acid or vitamin E was able
to protect against METH-induced destruction of
, 1985;
De Vito and Wagner, 1989; Fukami et al., 2004).
In addition, seleniuwm and melatonin can also
provide protection against METH toxicity (Ali et
al., 1999; Imam and Alj, 2000). The participation
of superoxide radicals in the neurotoxic effscts
of METH on DA nerve terminals was tested by

.injecting METH to transgenic mice that overex-

press the human CuZnSOD gene (Cadet ef al,
1994a; Hirata ef al., 1996; Jayanthi ef al., 1998).
These mice have much higher CuZnSOD activity-
than wild-type animals from similar backgrounds
(Jayanthi er al, 1998; Jayanthi ef al., 1999) and
were indeed protected against the toxic effects
of the drug. In contrast, inhibition of SOD by
diethyldithiocarbamate potentistes the nefarious
effects of METH -(De Vito and Wagner, 1989).
Furthermore, bromocriptine, which scavenges
hydroxyl radicals, was also able to attenuate
METH-induced DA depletion in mice (Kondo e¢
al., 1994), When taken together, these observa-
tions support the notion that DA telease caused
by METH is accompanied by redox cycling of
dopaquinone and consequent formation of oxy-
gen-based radicals sich as superoxide radicals.

- Reports that MBETH can induce changes in the

levels of glutathione (Harold ef al., 2000) and
of antioxidant enzymes {Jayanthi et al., 1998),
increase lipid peroxidation (Jayanthi et ol., 1998;
Gluck er af., 2001), and induce the formation of
protein carbonyls (Gluck ez al,, 2001) provide
further support for the thesis that oxygen-based
radicals are involved in METH-induced toxicity
(Cadet and Brannock, 1998).

- METH Toxicity and Excitotoxicity

METH-induced neurotoxicity also appears to ocour
via excitotoxic damage secondary to ghitamate
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release and activation of glutamate receptors.
Glutamate toxicity is dependent, in part, on the pro-
duction of nitric oxide (NG} (Dawson and Dawson,
1998; Chung et af., 2005). The idea of the involve-
ment of glhutamate in METH toxicity is supported
by observations that METH can cause glutamate
release in the brain (Nash er al., 1988; Baldwin ef
al., 1993; Marshall et al, 1993; Abekawa el ol
1994; Mark et al., 2004). Tn addition, some glu~
tamate antagonists have been shown to attenuate
METH-induced dopaminergic toxicity (Sonsalla
et al., 1989; Battaglia ef al., 2002) (ses later dis-

cussion on temperature). Glutamate-mediated NO
~ formation appears to also be involved in METH

toxicity because knockout mice that are deficient in -

either neuronal (MNOS) or inducible (INOS) nitric
oxide synthase {(NOS) are resistant to drug-induced
toxic damage to monoaminergic terminals (ltzhak
et al, 1998). These data have solidified the argu-
ment for a role of the glutamate/NG pathway in
METH newrotoxicity (Itzhak ef al., 1998; Imam ez
al., 2001; Izhak and Ali, 2006). Finally, vatious
nNOS inhibitors, which do not affect hyperthermia,
can also protect against destruction of monoaminer-
_gic axons caused by METH administration (Ttzhak

et al., 2000; Sanchez e al., 2003), In addition to -

their roles in the damage of monoaminergic fer-
minals, oxygen-based radicals and NO appear to
be involved in METH-related cell death because
CuZnS0D transgenic mice show partial protection
against drug-induced apoptosis (Deng and Cadet,
2000). Moreover, death of rat feta] mesencephatic
cells caused by METH treatment was abrogated by
the use 0of NOS inhibitors (Sheng ef of., 1996).

Roie of Thermal Instatibility in METH Toxieity
There is substantial evidence that hyperthermia

‘participates in METH-induced toxicity on mona-
' ainimrgnic systcms M'mipulfuiom that w;uit in
toxwtty, wherea_s_ thosa that d;oreme, temperatui 25
have been shown to provide some degree of protec-
tion (Bowyer et al., 1994; Miller and O'Callaghan,
1994; Albers and Sonsalla, 1993; Farfe!l and Seiden,

1995). The potentiative effects of hyperthermia

might occur through increased formation of DA-

dependent reactive oxygen species. In contrast,

there are pharmacological agents that block METH
toxicity without influencing the thermal responses

1L, CADEF er of,

in animals, For example, inhibition of nNOS blocks
METH toxicity without altering the hyperthermic
response (Itzhak ef gl., 2000; Sanchez et al., 2003).
DA uptake blockers also protect in a fashion that
appear to be independent of any effects on tn,mpem—
ture (Callaban ef al., 2001). -

In addition fo its effects on nmnoammergm ter- .
minals, METH can also cause cell death. Potential
protective effects of various genetic apd phar-
macologicdl manipulations have been tested in
that model. For example, knockout mice that ae
partially deficient of ¢-Jun show protection against
METH-induced newronal apoptosis, an effect that.
is independent- of hyperthermia (Deng e/ ol,
2002b). Intracerebral injection of neuropeptide Y
(NPY} has recéntly been shown to cause attenu-
ation of the apoptotic effects of the drug in mice
{Thiriet er al., 2005). Because NPY is involved
in thermoregulation (Richard, 1995; Levine et
al., 2004) and because METH-related increases
in body temperature are thought to participate in
METH toxicity (Cadet ef al., 2003, for review),
the ‘possibility that NPY might have prevented
drug-induced hyperithermia. was: tested- (Thiriet
et al., 2005). NPY was found to attenuate body
temperature increases after the second of the four
METH injections but not during the later phases of
hyperthermia (Thiriet et af., 2005). These observa-
tions spggest that NPY-induced protection is, in
part, dependent on its effects on body temperature.
It appears that METH-related changes in-body
temperature participate, but are not essential in the
manifestations of drug toxicity.

Microglial Reactions and METH Toxjcity
Microglial cells are the major immunocompetent
cells in the brain, They express chemokines, cyto-
kines and their receptors. Under normal condiiions,
these cells provide extensive and continuous sur-
veillance of their cellular environment {Raivich,
2005). Microglial cells are activated by varions
types of pathological states including infectious
processes (Rock er al, 2004) and neural injuries
(Ladeby et al., 2005). This activation includes
dramatic changes in appearance, migration to the
site of the damage, and phagocytosis of dying
and dead cells. Microglia can also produce small

_signaling molecules, called cytokines, to frigger

astrocytes to respond fo the injury sile. Recenily,
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- reactive microgliosis has been implicated in a num-
ber of neurological disorders including Alzheimer's
(Xiang et al., 2006) and Hummgton s (Sapp ef al,
2001} diseases,

Hvidence accumulating from several laborato-
ries has rccently implicated reactive microglial
cells as culprits ‘in the manifestation of METH
toxicity. Asanuma ef gl. (2003) reported that the
non-steroidal anti-inflammatory drag, ketoprofen,
caused protection against METH-induced dopa-
minergic toxicity dnd suppressed drug-mediated
microgliosts. Thomas and colleagues (2004) sub-
sequently reported that METH caused dose-depen-
dent microglial ‘activation which coincided with
DA terminal degeneration. LaVoie er al. (2004)
have also provided evidence that microgliosis
precedes METH-induced pathological states in
striatal dopaminergic terminals. More importantly,
manipulations such as the use of MK-801 and dex-
tromethorphan which protect against METH toxic-
iy also inhibit microglial activation (Thomas and
Kuhn, ?.0_05}. In contrast, minocycline has been
reported to block ‘microglial activation without
providing protection against METH-induced dam-
age (Stitam et al., 2006). Microglial cells might
potentiate drug-related damage by releasing toxic

© substances such superoxide radicals and NO which

have already been irphceated in METH neurctox-
icity (see discussion above). When taken together,
these observations suggest (hat identifying the
specific role that microglial cells play in DA fer-
minal degeneration might help to develop specific

therapeutic approaches for patients who have been
exposed to METH,

Involvement of AP-1 Rda&eé Transcription
" Factors in METH-induced Neuretoxicity

. The accumulated evidence had suggested that.

some effects of oxygen-based radicals might be
mediated by activation of AP-1 transoription fac-
iors (Dalton ¢ al., 1999). Tests for the possibility
that METH toxicity might also be associated with
. variations in the expression of these proteins have
-revealed changes in the expression of a number
.of AP-1 related genes within 2 hours after drug

administration (Cadet er al., 2001). These include’

up-regulation of c-jun, c-fos, jun B, as well as jun
D {Cadct et al., 2001}, These changes are probably
related fo METH-induced genaratmn of free radlv
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cals. ROS such as hydroxy) and superoxide radicals
can induee the expression of many genes via their
regulation of AP-1 transcription factors (Dalton o

» 1999). The role for c-fus in METH-induced
neuropathological changes has been confirmed hy
uging ¢-fos +/- mice which show increased degen-
eration of DA terminals and increased cell death
after psychostimulant treatment (Deng et al., 1999),
These observations suggest a protective role for c-
fos against METH damage. Some of the factors that
might be involved in causing this partial protection
include integrins that belong to cell adhesion recep-
tors and are also fnvolved in the regulation of signal
transduction (Gilerease, 2006). This idea is sup-
ported by the evidence of decreased basal levels of
integrin expression in c-fos +/~ mice and the further |
reduction of these receptors in response to foxic
doses of METH (Beits et al, 2002). This conclu-
sion is further supported by the observations that

. integrins can promote cell syrvival after injury and

apoptotic insults via signaling through the PI3K-
Akt pathway which {eads to BAD phosphorylation,
therefore reducing BAD ability 1o block the anti-

- apoptotic effects of B2 (Martin and Vuord, 2004;
-Gilcrease, 2006). In contrast, inhibition of integring

increases apoptotic cell death {(Martin and Vueri,
2004; Gilcrease, 2006).

Because c-jun knockout mice show partial protée- -
tion against the adverse effects of METH (Deng et
al., 2002b), it is likely that c~jun is invelved in the
pro-death effects of the drug, Moreover, becanse
ihe c-jun knockout mice and their wild-type coun-
terparts show similar degree of METH-induced
dopamisergic toxicity, c-jun appears to only be
involved in the mediation of neuronal apoptosis in
cells pos‘i;synaptm to' DA terminals,

Role of DNA ])Amage, in METH-induced
Toxicity ,

As mentioned abeve, METH has been shown to
cause neuronal apoptosis in several brain regions
(Deng et ai, 2001). Because apoptosis is associ- -
ated with DNA damage, it was thought possib] e that
administration of the drug might trigger responses
meant to repair the METH-induced DNA dam-
age. Microarray analyses have indeed revesled
that METH administration cansed changes in the
expression of several genes {hat participate in DNA
repair processes (Cadet ef al., 2002). These changes
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are probably related to METH-induced prooxidant

states because oxidative stress can cause single and
double DNA strand breaks (Li and Trush, 1993).
These breaks can be repaired via base excision
repair (BER), nucleotide exeision repairs (NER),
- mismatch repair (MMR), and DNA damage rever-
sal (Petit and Sancar, 1999, Hsieh, 2001; Nilsen and
Krokan, 2001). Thus, the observations that METH
© trealment can cause upregulation of AFEX, PolB,
and LIG1 suggest that these changes might be come
pensatoty increases aimed at counteracting METH-
mediated ROS-induced DNA. damage through the
BER pathway. If the psychostimulant can cause
similar DNA damage iu humans, these observations
might offer a partial explanation for the develop-
mental abhormalities observed in babies bom of
METH abusing mothers (Smith er al., 2006).

invaivemu;t of Mlt{whondnal Death i’afhway
in MET H-induced Apoptosis

Anether interesting group of proteins that are dif.
fercntlailf/ regulated by METH includes Bel-? fam-

ly (Stumm et al., 1999; Cadet ef al., 2001; Jayanthi-
et al., 2001), Specifically, METH caused upregula- -

tion of pro-apoptotic proteins, BAX and BID, and
downregulation of the anti-death proteins, Bel-2 and
Bel-X;. The changes in pro-death proteins are con-
sistent with observations that METH administration

1% associated with release of mitochondrial contents

into the cytosot (Deng ef ol 2002a; Jayanthi e ol

2004). These include cytochrome ¢ and apoptosis
inducing factor (AJF). When taken together with
the recent in vifro demonstration that METH can
cause release of cytochrome ¢ from mitochondria,

activation of caspases 9 and 3, as well as activa- -
. tion of DFF40 and its teansit to the nucleus (Deng

et al., 2002a), the in vivo data implicate a formal
role of mitochondria in METH-induced neuronal
degeneration. -Other factors released from mito-
chondria such as Smac/DIABLO, endonuclease G,
and AIF also participate in dismantling cells during
. - apoptosis (Ravagnan ef al., 2002). These proteins,
. including A1 and Smac/DIABLO, have now been
shown fo be invelved in METH-induced apoptosis
(Jayanthi ef al, 2004). Their release is followed by
activation of caspase 3 and the breakdown of sever-
al structural cellular proteins (Jayanthi et af,, 2004).
Thus, these observations implicate the mitochone
drial death pathway as a major player in METH-
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related cell death in the rodent brain (Cadet ef al,
2005). This suggestion is supported by the fact that
overexpression of Bel-2 can protect against dyug-
induced apoptosis (Cadet et al’, 1997),

Involvement of the Endoplasmic Reticulum
{ER)-dependent Death Patixway in METH-
induced Apoptosis

In addition 1o its effects on mitochondria, METH-
induced oxidative stress appears fo also cause dys-
functions of other organelles such as the endoplas-
mic reticalum (ER) (McCullough et ol., 2001), The
ER helps to maintain ceflular homeostasis by rega-
lating caleium signaling (Feri and Kroemer, 2001).
Dysregulation of intraceliular calcium homeostesis
can cause ER stress and ER-mediated apoptosis
(Paschen, 2001). ER stress and calctum dysregula-
tion appear to participate in METH-induced cell
death because apoptotic doses of the drug can
cause activation of calpain, a calcium-responsive
cytosolic cysteine protease (Murachi et al., 1980),
which, is .involved in ER-dependent cell death
{Nakagawa and Yuan, 2000). A role for the FR
inn METH toxielty is supported by the fact that
apopiotic doses of METH (Jayanthi er af,, 2004)
also influence the expression of proteins, such as
caspase-12, GRPTR/BIP (glucose-regulated pro-
tein/immuno-globulin heavy chain binding protein)
and CHOP/GADDI153 (C/EBP homology protein/
growth arrest and DNA damage 153) ibat par-
ticipate in BR-induced apoptesis (Zinszoer ef af,, -
1998). The obseived ER stress in METH-induced
neurotoxicity might be secondary, in part, to direct

. effects of the psychostimulant (Asanuma ez al,

2000), to METH-mediated oxidative stress (Cadet
et al., 1994a; Cadet and Brammock, 1998; Jayanii

et ol, 1998), and 1o shifis in BAX/Bcl-2 ratios
~induced by the drug (Jayanihi ef af , 2001).

Involvement of the ¥as/Fas Ligand Death
Pathway tn METH-induced Apoptosis

In addition to the mitochondrial death pathway,
cell death can occur consequent to activation of

.. Fas receptors by Fas ligand (Fasl) (Barnhast ef af,,

2003; Chol and Benveniste, 2004), FasL (TNFSF6)
{Li-Weber et al, 1999; Li-Weber and Kramunier,
2002; Droin ef af., 2003) is a member of the TNF

. superfamily of cytokines (Locksley ef af., 2001 ) and
- is involved in causing apoptosis in various models
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FIGURE 2 METH-regulated molecular events that lead to neuronal apoptosis and terminal degeneration in the
strigtum. This figure sumarizes findings of the various papers that have addressed the issue of METH-Induced neu-
totoxicity in the mammaiian brain. The data indicate that oxidative mechanisms and cell death pathways are involved

in the manifestation of METH toxicity.

of neuronal injury (Qiu er al., 2002). METH was
shown to increase the expression of Fasl, (Jayanthi
et al., 2005; reviewed in Cadet ef al,, 2005). it was
also shown that METH can induce cleavage of cas-
pase 8, which is a known participatant in the Fas
death pathway (Nagata, 1999),

We have summarized these molecular mecha-
nisms in a theoretical scheme that represents the
- sequence of events leading to METH-induced ney-
ronal apopiosis and terminal degeneration (Fig. 2).

: METHYLEN}s'li}XGXYMET.ﬁAMPHE’IAMENE
{MDMA, Kestasy)

3,4-Methylenedioxymethamphetamine (MDMA,
Ecstasy) is an abused ring-substituted phenyl-iso-
propylamine that is related to both amphetamines
and hallucinogens (McKenna and Peroutka, 1990).

MDMA effects which include inceeased locomotor
* activity (Matthews e/ al., 1989) are thought to be

- mediated, in part, by the release of. 5-HT (Lischti er.

al., 2000) and subsequent stimulation of its recep-
tors {Bankson and Cunningham, 20013, In addition
to MDMA behavioral effects, the drug is known to
cause marked decreases in markers of 5-HT termi-
nals (White ef al., 1996). Specifically, levels of 5-
HT and its metabolite, 5-hydroxyindoleacetic acid

(5-HIAA) (Colado and Green, 1994), tryptophan
hydroxylase (TPH) agtivity (Stone ef al, 1987)
and the mumber of 5-HT uptake sites {see Lyles
and Cadet, 2003) are all decreased after MDMA
administration, MDMA can also cause celi death in
some in vitro models (Simantov and Tauber, 1997;
Sturnm ef al,, 1999).

MIDMA Neurotoxicity in Animals and Humans
Neurcchemical and anatomical studies have shown

~that MDMA can cause long-term  #bnormalities

in 5-HT systemns of rodents (Schmidt er al., 1986;
Stone ef af., 1986; Commins ef al., 1987; Schmidt,
1987; O'Hearn ef al., 1988; Molliver ef al., 1990),
These include decreased levels of 5-HT and its
major metabolite, 5-HIAA (Commins ef of, 1987,
Schmidt er al., 1987; Schmidi, 1989; Molliver et
al., 1990), decreased number of 5-HTT (Batiagha
et al., 1987, Commins ef al., 1987, De Souza ef
al., 1990), and decreased activity of the rate-limit-
ing enzyme of 5-HT synthesis, TPH (De Souza ef
al., 1990; Molliver ei al., 1990), These changes
occwr in the rodent neocortex, striatum, and hip-
pocampus (Battaglia ef of, 1987, Shikker ef ol,
1988; De Souza ef al., 1990; Molliver er al, 1990},
These abnormalities are reported to last for monihs
or even years aftef drug administration (Battaglia
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ef al, 1988; Scanzello er dl, 1993; Pischer er
al., 1995; Lew et al, 1996; Sabol e al, 1996;
Hatzidimitriou et al., 1999). )

Similar adverse effects liave been reported in non-

_ human primates (Ricaurte ef'al., 1988a,b; Slikker e

al., 1988; Insel er al,, 1989; Scheffel et al, 1998:
- MeCann er a@f, 2000). There are dose-dependent
“reductions in 5-HT concentrations jn the cortex,
caudate nucleus, putamen, hippocarpus, hypo-
thalamus and the thalamus (Ricaurte et al., 1988b).
- Redueed 5-HT lévels were evident for up to seven

years following exposure 1o the drug (Schetfel er

al., 1998; Hatzidimitriou e af., 1999). The MDMA-
induced deficifs in nonhuwman primates are also
-reflected in the levels of S-HIAA in the cerebro-
spinal fluid (CSF) (Ricaurte er al,, 1988a; Insel er
“al, 1989). Living babeons tréated with MDMA (5
mg/kg s.c., 2 X daily, 4 days) also show marked and
profonged _dev:,_: eases in S-HTT density measured by

PET imaging of (+)}{"C]McN-5652, a radicligand

that selectively binds to the 5-HTT (Scheffel et al.,

1998). Brain tigsues from these animals (sacrificed

3 weeks after the last PET and 13 months after

MIIMA administration) showed marked loss of 5~

HT terminals (Scheffel er al., 1998).

Anumber of invest gators have also tested the pos-
' sx‘mhty that MDMA can cause degenerative effects

in the human brain (Ricaurte er al, 1988a; 1990;"

Price ef al, 1989; McCann er al, 1994; 1998a;
1999; Bolla et al., 1998; Semple e al., 1999; Genra

et al., 2000; Kish et al., 2000 Buchert ef al, 2001).

Some of these studies have concluded that MIDIMA,
is also toxic to humans because C8F 5-HIAA lev-
els are reduced in MDMA abusers (Ricaurte ef al.,
1988a; 1990; McCann ef al , 1994; 1999; Bolla et
‘al., 1998). PET imaging studies, using [¥C)McN-
5652 to selectively label 5-HTT, have reported
significant differences in 5-HTT binding in MDMA
‘abusers compared o non-MDMA nsers (McCann
ef al., 1998z). S-HTT sites were. decreased in a
manner that correlated with the extent of abuse
(McCann et al., 1993a; Ricaurte et al,, 2000). In

- a similar study, using [12308-CIT, Reneman ef.al,
C o (2001) investigated the effects of ecsiasy dbuse
on the density of cortical 5-HTT. They also found
decreases in cortical 5-HTT in recent MDMA abus-
ers. However, there were no significant reductions
in ecstasy abusers who had not used the drug in the
past year or longer (Reneman et o, 2001

' J.L. CADET ef al.

The biochemical and molecular bases of MDMA-
induced neurgtoxicity are being actively investigat-
ed. These pathways are thought to involve the for-
mation of foxic MDMA metabolites, temperature
dysregulation, dopamme-based qumone formati mn
and excitotoxic events,

Formation of Toxic Metabolites

MDMA metabolites, which generate free radicals,
associated oxidative stress, and membrane dam-
age, are thought to be involved in drug-induced
neurodegeneration (Paris and Cunningham, 1992;
Colado and Green, 1993). This ideais supported by
observations that subcutanecus administration of
MDMA metabolites, MeDA and HMA can cawse
decreases in 3-HT concentrations in the frontl
cortex {Yeh and Hsu, 1991), although this line of
research has remained controversial. The formation
of hydrogquinones, quinones and -the subsequent
generation of superoxides and hydrogen peroxide
might be important to the manifestation.of MDMA
toxicity. These ideas are supporied by the obser
vations that the spin trap reagent and free radical .
seavenger, o-phenyl-N-tert-butyl witrone (PBN),

‘prevented MDMA-induced toxicity (Colado and -

Green, 1995). In addition to MDMA metabolites,
the participation of a toxic metabolite of 5-1TT has
also been invoked because the drug causes marked
increases in 5-HT release (Gudelsky and Nash,

C1996; O'Shea er al., 2005; Amato ef gl., 2008).

DA-induced quinone formation is also one pos-

sible cause of MDMA toxicity. This suggestion is

supported by the fact that MDMA elicits DA release

" (Shankaran and Gudelsky, 1998; Amato et ol,

2006}, In addition, destruction of DA terminals by
injections of ﬁﬂhychoxydopamme protects against
MDMA toxicity (Schmidt ef al., 1990). Tn contrast,
pretreatment with L-DOPA, which increases DA
levels, exacerbates MIDMA toxicity (Schmidt ef |
al., 1990). Thus, DA, which is released by MDMA
into synaptic clefis, might be taken up by 5-HY

ierminals where it is converted into guinone by-

products that damage S-HT terminals (Schmidt
and Kehne, 1990; Sprague and Nichols, 1995). Itis
important to point out that the DA hypothesis does
not account for the fact that MDMA can damage
5-HT terminals in areas of the braln such as the
hippocampus (Shankaran and Gudelsky, 1998) that
are almost devoid of DA terminals and for the fact
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FIGURE 3 Mechanisms implicated in MDMA-induced 5-HT terminal degeneration. The schematio diagram shows

that formation of toxic MINMA metabolites, DA quinones and oxid

5-HT terminals in the brain.

that, in almost all animal species, except for mice

(Cadet ez al., 1993), MDMA toxic effects appear to

involve 5-HT systems. There is also molecular evi-
dence for the involvement of a number of metabolic
pathways in MDMA-induced neurotoxic damage to
the brain, Using techniques of microarray analyses,
it bas been shown that MDMA administration influs
ences the expression of several genes that code for
proteins that are involved in metabolism and stress
responses (Thiriet er al,, 2002), These changes in
expression include increases in mRNA levels for
Gpx-1 and heme oxygenase (Thirlet ef al, 2002).
Because MDMA is metabolized via pathways that
can induce the formation of supercxides and perox-
ides via redox-cycling (Cadet er al, 1994b; 1995,
Buchert e al, 2001}, the changes in these enzymes
might constitute compensatory responses 1o ingipi-
ent oxidative damage. A schematic diagram of
MDMA-induced events that might cause degenera-
tion of 5-HT terminals is presented in Fig, 3.

Possible Role of Glutamate and Nitrie Oxide

in MDMA-induced Texicity : -
Glutamate is a neurotransmitier that can. cause
cell death both in vitro and in vivo (Dawson and

Dawson, 1998), It has been suggested that ghita-

mate might also be involved in MDMA toxicity

(Atlante ef al., 2001; Battaglia er al,, 2007; Stewart:

et al, 2002), For example, blockade of NMDA

ative stress may underlie MDMA toxicity towards

receptors with the antagonist, MK-801, was able to

_provide some protection against MDMA-induced

5-HT depletion (Farfel e al,, 1992; Colado e of,
1993; Atlante et al., 2001; Battaglia et of,, 2002;
Stewart ef af., 2002}, altbough MK-801 had no
effect on drug-related decreases in TPH activity
{Johnson et af., 1989). The role of NO in MDMA
toxicity also has been investigated in rats, It has
been reported that NG-nitro-L-arginine methy! ester
(I-NAME), an inhibitor of NO synthase, protects
against the neurotoxic effects of MDMA via a
mechanism that involves temperature-regulation in
vivo {Taraska dnd Finnegan, 1997).

Rale of Hyperthermia in MDMA Neurotoxiclty

The amphetamines, including MDMA, are known
to cause hypetthermic responses (Nash et al,
1988; Gordon ef al, 1991; Dafters, 1995; Dafters
and Lynch, 1998). A number of diugs that atten-
uate MDMA toxicity also prevent the marked
drug-induced hyperthermia. Specifically, 5-HT,
receptor antagonists that block the hyperthermic
response alse protect from MDMA toxicity (Nash
et al., 1988). Morever, preventing the hypothermic
responses produced by ketanserin also abolished its
protective effects (Malberg ef al., 1996). In contrast,
some agents, such as fuoxetine, that provide pro-
tection against MDMA peurotoxicity do not block
the MDMA-induced temperature increase (Nash
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et al., 1988; Mechan ef al., 2002). The evidence
suggests that hyperthermia might be a member of a
complex set of events that paprticipate in the, toxic
cascades caused by the diug.

it is interesting to note that interactions bctwu,n
the hypothalamic-pituitary-thyroid axis and sy
pathetic nervous system might be involved in
MDMA-related hypertherimic responses (Sprague
et al., 2003). For example, removal of either the

pituitary or thyroid glands was shown to prevent

hyperthermia produced by drug treatment (Sprague
et al., 2003). In addition, the use of antagonists of
ol and (3 adrenergic receptors was able to afteny-
ate MDMA-induced temperature increase when
used alone and could abolish the thermic response
when the drugs were co-administered (Sprague ef

al., 2003; 2005), Of further interest is the report
that the skeletal muscle uncoupling mitochondrial

protein 3 (UCP-3) is also involved in mediating -

MDMA-mediated hyperthermia bechiuse UCP-3-
deficient mice treated with the drug showed blunted

hyperthermic responses (Mills er al., 2003):

CONCLUDING REMARKS

The amphetamines have a long history of illicit
use among the various classes in societies around
the world. The abuse of these drugs has continued
unabated inspite of the documentation of the clini-

“cal and basic toxicology. In this review, we have

presented evidence that oxidative and excitotoxic
mechanisms, hyperthermic responses, and other

metabolic processes are involved in causing the
-peurodegenerative effects of AMPH, METH and

MDMA. In addition, both AMPH and METH
have now been shown to cause cell death in vari-
ous regions of the rodent brain via mechanisms
that invelve mitochondrial pathways, Moreover,
METH-induced neuronal apoptosis appears to also
be dependent on the activation of caspase-12
through the endoplasmic reticulum (HR) death
pathway. More recently the Fas/FalL receptor-medi-
ated cell death mechanisms were also shown to be
involved in MBETH toxamty Microarray analyses
have also documented the involvement of molecu-
lar pathways that were not initially thought to

participate in mediating the effocts of these drugs.

Thus, modern neurobiological techniques are offer-
ing more information on the nefarious offects of

L. CADET et al.

these drugs. It is hoped that this review will provide
a substratum for other investigators to-build upon,
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